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Predominant 

psychoneurotic 

anxiety 


Associated 

depressive 

symptoms 


Before  prescribing,  please  consult  com- 
plete product  information,  a summary  of 
which  follows: 

Indications:  Tension  and  anxiety  states; 
somatic  complaints  which  are  concomi- 
tants of  emotional  factors;  psychoneurotic 
states  manifested  by  tension,  anxiety,  ap- 
prehension, fatigue,  depressive  symptoms 
or  agitation;  symptomatic  relief  of  acute 
agitation,  tremor,  delirium  tremens  and 
hallucinosis  due  to  acute  alcohol  with- 
drawal; ad.iunctively  in  skeletal  muscle 
spasm  due  to  reflex  spasm  to  local  pathol- 
ogy, spasticity  caused  by  upper  motor 


neuron  disorders,  athetosis,  stiff-man  syn- 
drome, convulsive  disorders  (not  for  sole 
therapy). 

Contraindicated:  Known  hypersensitivity 
to  the  drug.  Children  under  6 months  of 
age.  Acute  narrow  angle  glaucoma;  may 
be  used  in  patients  with  open  angle  glau- 
coma who  are  receiving  appropriate 
therapy. 

Warnings:  Not  of  value  in  psychotic  pa 
tients.  Caution  against  hazardous  occupa- 
tions requiring  complete  mental  alertness. 
When  used  adjunctively  in  convulsive  dis- 


orders, possibility  of  increase  in  frequenc; 
and/or  severity  of  grand  mal  seizures  ma; 
require  increased  dosage  of  standard  anti 
convulsant  medication;  abrupt  withdrawa 
may  be  associated  with  temporary  in- 
crease in  frequency  and/or  severity  of 
seizures.  Advise  against  simultaneous  in- 
gestion of  alcohol  and  other  CNS  depres- 
sants. Withdrawal  symptoms  (similar  to 
those  with  barbiturates  and  alcohol)  have 
occurred  following  abrupt  discontinuanct 
(convulsions,  tremor,  abdominal  and  mus 
cle  cramps,  vomiting  and  sweating).  Keej 
addiction-prone  individuals  under  careful 
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An  Approach  to  Hypocalcemic  Disorders 

in  Children 

James  E.  Haddow,  M.D.* 


It  is  unusual  for  the  serum  calcium  level  to  be  low 
in  a child,  and  for  that  reason  the  physician  con- 
fronted with  such  a problem  may  have  difficulty  in 
knowing  how'  to  proceed  with  further  evaluation. 
The  purpose  of  this  article  w ill  be  to  review  the  sev- 
eral ways  in  which  hypocalcemia  may  present  and 
to  suggest  an  approach  which  should  allow  for  ac- 
curate diagnosis  and  treatment.  Recent  progress  in 
the  area  of  calcium  metabolism  has  provided  new 
diagnostic  tests  and  a better  understanding  of  hypo- 
calcemic disorders,  making  it  particularly  worth- 
while to  consider  this  topic  at  the  present  time. 

Initially,  hypocalcemia  may  be  discovered  for 
several  reasons:  (1)A  younger  child  may  have  con- 
vulsions prompting  measurement  of  serum  calcium 
levels  as  part  of  the  seizure  evaluation.  (2)  At  any 
age  the  finding  of  carpal  or  pedal  spasm  would  indi- 
cate the  need  for  serum  calcium  levels.  (3)  Rickets, 
either  clinically  apparent  or  found  by  X-ray.  might 
be  associated  w ith  hypocalcemia.  (4)  As  part  of  rou- 
tine serum  biochemical  screening  (such  as  SM  A- 1 2 ) 
a low  serum  calcium  level  might  be  discovered.  (5) 
Hypocalcemia  might  be  found  in  screening  family 
members  when  an  individual  is  know  n to  have  a cal- 
cium metabolic  disorder.  The  two  commonest 
symptoms  of  childhood  hypocalcemia,  seizures  and 
carpopedal  spasm,  may  go  on  for  a considerable 
time  before  appropriate  testing  is  done.  Individuals 
with  carpal  spasm  have  been  repeatedly  dismissed 
from  clinics  and  emergency  facilities  with  the  diag- 
nosis of  psychosomatic  illness,  and  youngsters 
with  recurrent  grand  mal  seizures  have  occasionally 
been  diagnosed  as  having  hypocalcemia  only  after 
considerable  time  has  elapsed. 

^Department  of  Research.  Maine  Medical  Center.  Portland. 
Maine  04102. 


Seizure  and  carpopedal  spasm  resulting  from  hy- 
pocalcemia both  are  thought  to  occur  because 
serum  ionized  calcium  (and  extracellular  calcium) 
is  necessary  for  the  stability  of  biological  mem- 
branes. An  excess  makes  membranes  too  stable  and 
unable  to  depolarize,  while  a deficiency  makes  mem- 
branes depolarize  indiscriminately.  This  is  par- 
ticularly true  for  neuromuscular  membranes  and 
is  responsible  for  the  major  symptomatology  of  hy- 
pocalcemia as  well  as  electrocardiographic  changes. 
H ypomagnesemia  and  alkalosis  may  also  be  respon- 
sible for  such  symptoms  and  membrane  changes; 
magnesium  through  a mechanism  similar  to  that  of 
calcium  and  alkalosis  because  it  causes  increasing 
amounts  of  calcium  to  be  bound  to  serum  proteins, 
thus  making  it  unavailable  for  membrane  stability. 
For  those  reasons,  serum  magnesium  levels,  albu- 
min and  pH  should  also  be  determined  when  a sus- 
pected hypocalcemic  disorder  is  first  under  investi- 
gation. It  is  also  worth  remembering  that  ionized 
calcium's  capacity  to  suppress  biological  membrane 
excitability  may  produce  nonspecific  improvement 
when  it  is  infused  intravenously  into  a seizing  pa- 
tient. Such  improvement  cannot  be  used  as  proof 
that  the  patient  is  suffering  from  a hypocalcemic 
disorder. 

Once  hypocalcemia  has  been  confirmed,  one 
should  consider  the  disorders  listed  in  Table  1 . The 
next  studies  to  be  done  would  include  x-rays  of 
knees  and  possibly  of  other  bones  to  assess  for 
metaphyseal  dysplasia  (rickets)  or  other  bone  path- 
ology. serum  phosphorus  which  would  also  help  to 
narrow  the  field  of  diagnostic  possibilities  as  indi- 
cated in  the  table,  and  alkaline  phosphatase  whose 
elevation  would  indicate  increased  osteoblastic 
activity.1  In  children  the  normal  range  of  serum 
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Tabi  e I 


DISORDERS  WITH  RICKETS 
Serum  PTH  Elevated 
Serum  P04  Low 
(except  # 3 ) 


HYPOPARATHYROIDISM 
Serum  PTH  Low 
Serum  P04  Normal  to  High 


PSEUDOHYPOPARATHYROIDISM 
Serum  PTH  Normal  or  High 
Serum  P04  Normal  to  High 


Early  Onset  (first  year) 


1.  End-Organ  PTH  Unresponsiveness 


a)  X -linked  recessive 


1.  Nutritional  Deficiency  of 
Vitamin  D 

a)  low  dietary  intake 

b)  increased  requirement 
(anticonvulsive  therapy) 

c)  malabsorption 

2.  Pseudodeficiency  Rickets 
(Vitamin  D dependent)  hereditary 
defect  in  1.25  (OH  >2  D synthesis 

3.  Renal  Failure 

4.  Hepatic  Failure 


b)  sporadic 

both  males  and  females  absence 
thymus  and  parathyroids 
(Di  George  Syndrome) 

2.  Later  Onset 

a)  familial  or  sporadic 

associated  with  moniliasis  and 
Addison's  Disease 

3.  Surgical  Absence  of  Parathyroids 

4.  Hypomagnesemia  with  Diminished 
PTH  Secretion 


a)  classical  (Albright) 
abnormal  phenotype  and  PTH 
unresponsiveness  of  bone  and 
kidney 

b)  normal  phenotype 
kidneys  unresponsive 
bones  normally  responsive 

c)  hypomagnesemia 
kidneys  unresponsive 
(reversible) 

2.  Biologically  Ineffective  Endogenous 

PTH 

a)  end-organs  normally  responsive 


phosphorus  is  higher  than  for  adults,  the  values 
gradually  approaching  adult  levels  with  advancing 
age.2  The  same  is  true  for  normal  ranges  of  alkaline 
phosphatase.3,4  When  labelling  either  value  as  nor- 
mal or  abnormal,  it  would  be  necessary  first  to  con- 
sult tables  of  age-related  normal  values. 

Table  1 also  includes  typical  serum  levels  of  im- 
munoreactive  parathyroid  hormone  for  the  three 
groups  of  disorders.  It  has  only  been  possible  to 
measure  this  hormone  for  the  past  several  years  and 
even  now  the  assay  is  performed  only  in  selected 
centers.5-9  In  spite  of  this,  it  is  possible  to  have  such 
a determination  done,  and  a generous  sample  of 
serum  should  be  frozen  at  -20°C,  and  saved  for  this 
and  other  possible  studies  as  soon  as  the  investiga- 
tion of  hypocalcemia  is  underway. 

As  soon  as  results  become  available  on  serum 
phosphorus  levels  and  x-rays  of  knees,  it  should  be 
possible  to  narrow  the  diagnostic  list.  If  rickets  is 
found,  then  with  rare  exception  both  hypoparathy- 
roidism and  pseudohypoparathyroidism  are  exclud- 
ed.1" A low  serum  phosphorus  would  lend  further 
support,  and  the  diagnostic  possibilities  listed  as 
associated  with  rickets  could  then  be  considered. 
All  possible  diseases  associated  with  hypocalcemia 
and  rickets  are  also  associated  with  secondary  hy- 
perparathyroidism. This  is  true  because  the  un- 
availability of  active  vitamin  D has  produced  a se- 
lective malabsorption  of  calcium  from  the  gut  and 
thus  stimulated  an  outpouring  of  parathyroid  hor- 
mone in  an  attempt  to  keep  the  serum  calcium  nor- 
mal."12 This  excess  parathyroid  hormone  is  also 
responsible  for  producing  low  serum  phosphorus 
through  increased  renal  phosphate  excretion.  Large 
amounts  of  parathyroid  hormone  also  produce  gen- 
eralized aminoaciduria,  which  is  a constant  finding 
in  the  presence  of  hyperparathyroidism.  "‘The  diag- 


nostic possibilities  for  rickets  can  be  narrowed 
rapidly  — hepatic  failure  only  produces  rickets 
when  far  advanced,  and  renal  failure  also  is  asso- 
ciated with  rickets  only  when  far  advanced.  A de- 
creased dietary  intake  of  vitamin  D could  be  eval- 
uated by  history  as  could  chronic  ingestion  of  anti- 
epileptic medication.  Malabsorption  should  be  ap- 
parent also  during  the  history  and  physical  exam- 
ination. Pseudodeficiency  rickets  may  be  more  dif- 
ficult to  diagnose  but  should  be  suspected  once 
other  hypocalcemic  rachitic  illnesses  have  been 
excluded.  Pseudodeficiency  rickets  has  recently 
been  identified  as  a genetic  disorder,  inherited  as 
an  autosomal  recessive  characteristic,  in  which  the 
enzyme  for  activating  vitamin  D in  the  kidney  is 
missing.  Normally,  vitamin  D ingested  and  ab- 
sorbed, would  first  be  hydroxylated  in  the  liver  and 
then  in  the  kidney  to  produce  1,25  (OH  )j  D. 11  This 
latter  compound  is  the  only  active  form  of  vitamin 
D,  and  individuals  who  are  unable  to  manufacture  it 
become  rachitic  rapidly.  In  cases  where  a question 
of  vitamin  D sufficiency  is  raised,  there  is  now  an 
assay  for  250HD  available,15  and  some  of  the  serum 
frozen  earlier  in  the  evaluation  could  be  used  for 
that  purpose  if  necessary. 

The  treatment  of  rickets  varies,  depending  upon 
which  of  the  causes  is  found.  Vitamin  D deficiency 
rickets  requires  2,000-5,000  units  of  vitamin  D per 
day  during  the  first  month  of  therapy  while  bones 
are  healing. 13  With  lower  doses,  there  have  been 
occasional  instances  where  hypocalcemia  was  ag- 
gravated due  to  the  rapid  shifting  of  mineral  into 
bone.  Once  healing  is  complete,  vitamin  13  dosage 
may  be  lowered  to  the  normal  maintenance  level  of 
400  units  per  day.  An  individual  taking  anticonvul- 
sant medication  will  require  up  to  10  times  the  usual 
maintenance  dose  of  vitamin  13  on  a continuing 
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Before  prescribing,  see  complete  prescribing 
information  in  SK&F  literature  or  PDR  The 
following  is  a brief  summary. 

Indications:  Edema  associated  with  congestive 
heart  failure,  cirrhosis  of  the  liver,  the  nephrotic 
syndrome;  steroid-induced  and  idiopathic 
edema;  edema  resistant  to  other  diuretic  ther- 
apy. Also,  mild  to  moderate  hypertension. 
Contraindications:  Pre-existing  elevated  serum 
potassium.  Hypersensitivity  to  either  com- 
ponent. Continued  use  in  progressive  renal  or 
hepatic  dysfunction  or  developing  hyperkalemia. 
Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia 
develops  or  dietary  potassium  intake  is  markedly 
impaired.  Enteric-coated  potassium  salts  may 
cause  small  bowel  stenosis  with  or  without 
ulceration.  Hyperkalemia  ( >5.4  mEq/L)  has 
been  reported  in  4%  of  patients  under  60  years, 
in  12%  of  patients  over  60  years,  and  in  less 
than  8%  of  patients  overall.  Rarely,  cases  have 
been  associated  with  cardiac  irregularities. 
Accordingly,  check  serum  potassium  during 
therapy,  particularly  in  patients  with  suspected 
or  confirmed  renal  insufficiency  (e.g.,  elderly  or 
diabetics).  If  hyperkalemia  develops,  substitute 
a thiazide  alone.  If  spironolactone  is  used  con- 
comitantly with  ‘Dyazide',  check  serum  potas- 
sium frequently  —both  can  cause  potassium  re- 
tention and  sometimes  hyperkalemia.  Two 
deaths  have  been  reported  in  patients  on  such 
combined  therapy  (in  one.  recommended  dosage 
was  exceeded;  in  the  other,  serum  electrolytes 
were  not  properly  monitored).  Observe  patients 
on  ‘Dyazide'  regularly  for  possible  blood  dys- 
crasias,  liver  damage  or  other  idiosyncratic 
reactions.  Blood  dyscrasias  have  been  reported 
in  patients  receiving  Dyrenium  (triamterene, 
SK&F).  Rarely,  leukopenia,  thrombocytopenia, 
agranulocytosis,  and  aplastic  anemia  have  been 
reported  with  the  thiazides.  Watch  for  signs  of 
impending  coma  in  acutely  ill  cirrhotics.  Thia- 
zides are  reported  to  cross  the  placental  barrier 
and  appear  in  breast  milk.  This  may  result  in 
fetal  or  neonatal  hyperbilirubinemia,  thrombo- 
cytopenia. altered  carbohydrate  metabolism 
and  possibly  other  adverse  reactions  that  have 
occurred  in  the  adult.  When  used  during 
pregnancy  or  in  women  who  might  bear 
children,  weigh  potential  benefits  against 
possible  hazards  to  fetus. 

Precautions:  Do  periodic  serum  electrolyte  and 
BUN  determinations.  Do  periodic  hematologic 
studies  in  cirrhotics  with  splenomegaly.  Anti- 
hypertensive effects  may  be  enhanced  in  post- 
sympathectomv  patients.  The  following  may 
occur:  hyperuricemia  and  gout,  reversible 
nitrogen  retention,  decreasing  alkali  reserve 
with  possible  metabolic  acidosis,  hypergly- 
cemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  pa- 
tients. Concomitant  use  with  antihypertensive 
agents  may  result  in  an  additive  hypotensive 
effect. 

Adverse  Reactions:  Muscle  cramps,  weakness, 
dizziness,  headache,  dry  mouth:  anaphylaxis: 
rash,  urticaria,  photosensitivity,  purpura,  other 
dermatological  conditions;  nausea  and  vomiting 
(may  indicate  electrolyte  imbalance),  diarrhea, 
constipation,  other  gastrointestinal  disturbances. 
Rarely,  necrotizing  vasculitis,  paresthesias, 
icterus,  pancreatitis,  and  xanthopsia  have 
occurred  with  thiazides  alone. 

Supplied:  Bottles  of  100  capsules;  in  Single 
Unit  Packages  of  100  (intended  for  institutional 
use  only). 


KEEPTHE  HYPERTENSIVE 
PATIENT  ON  THERAPY 
KEEP  THERAPY  SIMPLE  WITH 


DMZIDE 

Each  capsule  contains  50  mg.  of  Dyrenium  (brand  of 
triamterene)  and  25  mg.  of  hydrochlorothiazide. 


Just  ‘Dyazide1  once  daily  or  twice  daily 
No  inconvenient  potassium  supplements 
Nor  special  K+  rich  diets  needed  as  a rule 
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Two  prime  reasons  patients  drop  out  of  hypertensive  therapy  are  ( 1 ) 
the  patient  failed  to  understand  directions,  and  (2)  the  regimen  was 
overly  complicated.  Dosage  is  simple  with  ‘Dyazide’,  easily  understood, 
once  or  twice  daily,  depending  on  response.  There’s  no  need  to  com- 
plicate the  regimen  with  potassium  supplements  or  unwieldy 
potassium-rich  diets. 


SK&F  CO. 

Carolina.  RR.  00630 
Subsidiary  of 
SmithKlme  Corporation 


TO  KEEP  BLOOD  PRESSURE  DOWN 
AND  KEEP  POTASSIUM  LEVELS  UP 


STAGE  2 


STAGE  3 
STAGE  4 

HOURS  # i 9 # 

begins  within 
17  minutes,  on  average 

an  initial  benefit  of 


STAGE  1 
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Dalmane 

(flurazepam  HCI)  proved  by  a 

22-night  clinical  study  of  insomnia  patients 
in  the  sleep  research  laboratory  and  at  home' 

Three  insomnia  patients  selected  for  difficulty  falling  asleep  were 
administered  Dalmane  (flurazepam  HCI)  30  mg  for  14  consecutive 
nights.  Placebo  was  given  for  four  nights  prior  to  and  four  nights 
after  Dalmane.  Physiologic  tracings  on  Dalmane  nights  1-3  showed 
sleep  induction  time  averaged  13.90  minutes;  on  Dalmane  nights 
12-14,  18.80  minutes.  Combined  average  for  the  6 monitored  drug 
nights  was  16.35  minutes.1 


Average  Time  Required 
to  Fall  Asleep  (4  Studies. 
16  Subjects”) 


(Decreased  42.6%) 

■ Baseline 

(before  Dalmane) 

■ Dalmane 

(flurazepam  HCI)  30  mg 


confirmed  by  clinical  studies  in  four 
geographically  separated 
sleep  research  laboratories25 

Using  a 14-night  protocol  involv  ing  eight  insomniac  and 

eight  normal  subjects,  lour  studies  confirmed  the 
sleep-inducing  effectiveness  of  Dalmane  ( flurazepam 
HCI)  and  the  reproducibility  of  this  response.  On 
average,  one  30-mg  capsule  induced  sleep  within 
17  minutes.  In  all  these  studies,  Dalmane  induced 
sleep  rapidly,  reduced  nighttime  awakenings,  and 
provided  7 to  8 hours  of  sleep  without  repeating 
dosage?-5 

Dalmane  (flurazepam  HCI) 
induces  and  maintains  sleep, 
with  relative  safety 

Dalmane  is  generally  well  tolerated;  morning  "hang-over”  has  been  relatively 
infrequent.  While  dizziness,  drowsiness,  lightheadedness  and  the  like  have 
been  noted  most  often,  particularly  in  the  elderly  and  debilitated,  physicians 
should  be  aware  of  the  possibility  of  more  serious  reactions,  as  noted  below. 

Before  prescribing  Dalmane  (flurazepam  HCI),  please  consult  Complete  Product  Information, 
a summary  of  which  follows: 

Indications:  Effective  in  all  types  of  insomnia  characterized  bv  difficulty  in  tailing  asleep, 
frequent  nocturnal  awakenings  and/or  early  morning  awakening;  in  patients  with  recurring 
insomnia  or  poor  sleeping  habits:  and  in  acute  or  chronic  medical  situations  requiring  restful 
sleep.  Since  insomnia  is  often  transient  and  intermittent,  prolonged  administration  is  generally 
not  necessary  or  recommended. 

Contraindications:  Known  hypersensitivity  to  flurazepam  HCI 

Warnings:  Caution  patients  about  possible  combined  effects  with  alcohol  and  other  CNS 
depressants.  Caution  against  hazardous  occupations  requiring  complete  mental  alertness 
(c.g.,  operating  machinery,  driving).  Use  in  women  who  are  or  may  become  pregnant  only  when 
potential  benefits  have  been  weighed  against  possible  hazards.  Not  recommended  for  use  in 
persons  under  15  years  of  age.  Though  physical  and  psychological  dependence  have  not  been 
reported  on  recommended  doses,  use  caution  in  administering  to 
addiction-prone  individuals  or  those  who  might  increase  dosage. 

Precautions:  In  elderly  and  debilitated,  initial  dosage  should  be 
limited  to  15  mg  to  preclude  oversedation,  dizziness  and  or  ataxia. 

If  combined  with  other  drugs  having  hypnotic  or  CNS-depressant 
effects,  consider  potential  additive  effects.  Employ  usual  precautions 
in  patients  who  are  severely  depressed,  or  with  latent  depression  or 
suicidal  tendencies.  Periodic  blood  counts  and  liver  and  kidney 
function  tests  are  advised  during  repeated  therapy  Observe  usual 
precautions  in  presence  of  impaired  renal  or  hepatic  function 
Adverse  Reactions:  Dizziness,  drowsiness,  lightheadedness, 
staggering,  ataxia  and  falling  have  occurred,  particularly  in  elderly 
or  debilitated  patients.  Severe  sedation,  lethargy,  disorientation  and 
coma,  probably  indicative  of  drug  intolerance  or  overdosage,  have 
been  reported.  Also  reported  were  headache,  heartburn,  upset 
stomach,  nausea,  vomiting,  diarrhea,  constipation,  GI  pain,  nervous- 
ness. talkativeness,  apprehension,  irritability,  weakness,  palpitations, 
chest  pains,  body  and  joint  pains  and  GU  complaints.  There  have 
also  been  rare  occurrences  of  sweating,  flushes,  difficulty  in  focusing, 
blurred  vision,  burning  eyes,  faintness,  hypotension,  shortness  of 
breath,  pruritus,  skin  rash,  dry  mouth,  bitter  taste,  excessive  saliva- 
tion. anorexia,  euphoria,  depression,  slurred  speech,  confusion, 
restlessness,  hallucinations,  and  elevated  SGOT,  SGPT.  total  and 
direct  bilirubins  and  alkaline  phosphatase.  Paradoxical  reactions. 
e.g.,  excitement,  stimulation  and  hyperactivity,  have  also  been 
reported  in  rare  instances. 

Dosage:  Individualize  for  maximum  beneficial  effect  .Adults:  30  mg 
usual  dosage:  15  mg  may  suffice  in  some  patients.  Elderly  or  debil- 
itated patients:  15  mg  initially  until  response  is  determined. 

Supplied:  Capsules  containing  15  mg  or  30  mg  flurazepam  HCI. 
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when  restful  sleep 
is  indicated 

Dalmane 

(flurazepam  HCI) 

One  30-mg  capsule  h.s.  — usual  adult  dosage 
( 1 5 mg  may  suffice  in  some  patients ). 

One  15-mg  capsule  h.s.  — initial  dosage  for 
elderly  or  debilitated  patients. 

• induces  sleep  within  17 
minutes,  on  average 

• reduces  nighttime  awakenings 

• sustains  sleep  7 to  8 hours,  on 
average,  without  repeating  dosage 
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When  diarrhea  has  his  number... 


Lomotil  puts  him  back  in  the  game. 


Physicians  and  patients  both 
want  prompt  control  of  the 
symptoms  of  diarrhea.  A rapid, 
uncontrolled  loss  of  fluids  and 
electrolytes  can  cause  a medical 
crisis,  particularly  in  children,  and 
in  patients  who  are  seriously  ill, 
or  in  people  who  are  badly 
undernourished. 

Lomotil  usually  stops  diarrhea 
promptly.  This  rapid  action  halts 
the  emergency  aspect  of  diarrhea 

® 

Each  tablet  and  each  5 ml.  ot  liquid  contain: 

diphenoxylate  hydrochloride 2.5  mg. 

(Warning:  May  be  habit  forming) 
atropine  sulfate  0.025  mg. 

TABLETS/LIQUID 

Usually  stops  diarrhea  promptly. 


and  is  comforting  and  reassuring 
to  the  patient.  Electrolyte  and  fluid 
losses  can  be  corrected  while  the 
specific  cause  of  the  diarrhea  is 
being  determined.  If  an  infective 
agent  is  the  cause,  appropriate 
antibiotic  therapy  should  be  given 
along  with  Lomotil. 

Lomotil  has  few  side  effects, 
and  those  that  do  occur  are 
generally  mild. 


IMPORTANT  INFORMATION:  This  is  a Sched- 
ule V substance  by  Federal  law:  diphenoxylate 
HCI  is  chemically  related  to  meperidine  In 
case  ol  overdosage  or  individual  hypersensitiv- 
ity, reactions  similar  to  those  alter  meperidine 
or  morphine  overdosage  may  occur:  treatment 
is  similar  to  that  tor  meperidine  or  morphine 
intoxication  (prolonged  and  caretul  monitor- 
ing) Respiratory  depression  may  recur  in  spile 
ol  an  initial  response  to  Nalline ® (nalorphine 
HCI)  or  may  be  evidenced  as  late  as  30  hours 
alter  ingestion  LOMOTIL  IS  NOT  AN  INNOC- 
UOUS DRUG  AND  DOSAGE  RECOMMENDA- 
TIONS SHOULD  BE  STRICTLY  ADHERED  TO. 
ESPECIALLY  IN  CHILDREN  THIS  MEDICA- 
TION SHOULD  BE  KEPT  OUT  OF  REACH  OF 
CHILDREN 


Indications  Lomotil  is  ettective  as  adjunctive  ther- 
apy in  the  management  ot  diarrhea 
Contraindications  In  children  less  than  2 years,  due 
to  the  decreased  safety  margin  in  younger  age 
groups  and  in  patients  who  are  jaundiced  or  hyper- 
sensitive to  diphenoxylate  HCI  or  atropine 

Warnings  Use  with  caution  in  young  children,  be- 
cause of  variable  response,  and  with  extreme  cau- 
tion in  patients  with  cirrhosis  and  other  advanced 
hepatic  disease  or  abnormal  liver  function  tests, 
because  of  possible  hepatic  coma  Diphenoxylate 
HCI  may  potentiate  the  action  of  barbiturates  tran- 
quilizers and  alcohol  In  theory,  the  concurrent  use 
with  monoamine  oxidase  inhibitors  could  precipitate 
hypertensive  crisis. 

Usage  in  pregnancy  Weigh  the  potential  benefits 
against  possible  risks  before  using  during  preg- 
nancy, lactation  or  in  women  of  childbearing  age 
Diphenoxylate  HCI  and  atropine  are  secreted  in  the 
breast  milk  of  nursing  mothers 

Precautions  Addiction  (dependency)  to  diphenoxy- 
late HCI  is  theoretically  possible  at  high  dosage  Do 
not  exceed  recommended  dosages  Administer  with 
caution  to  patients  receiving  addicting  drugs  or 
known  to  be  addiction  prone  or  having  a history  of 
drug  abuse  The  subtherapeutic  amount  of  atropine  is 
added  to  discourage  deliberate  overdosage,  strictly 
observe  contraindications,  warnings  and  precautions 
for  atropine;  use  with  caution  in  children  since  signs 
of  atropinism  may  occur  even  with  the  recommended 
dosage 

Adverse  reactions  Atropine  effects  include  dryness 
of  skin  and  mucous  membranes,  flushing  and  urinary 
retention  Other  side  effects  with  Lomotil  include 
nausea,  sedation,  vomiting,  swelling  of  the  gums, 
abdominal  discomfort,  respiratory  depression,  numb- 
ness of  the  extremities,  headache,  dizziness  depres- 
sion. malaise,  drowsiness,  coma,  lethargy,  anorexia, 
restlessness,  euphoria  pruritus  angioneurotic 
edema  giant  urticaria  and  paralytic  ileus 
Dosage  and  administration  Lomotil  is  contraindi- 
cated in  children  less  than  2 years  old.  Use  only 
Lomotil  liquid  for  children  2 to  12  years  old.  For 
ages  2 to  5 years.  4 ml  (2  mg.)  t i d : 5 to  8 years  4 
ml  (2  mg.)  q.i  d ; 8 to  12  years.  4 ml.  (2  mg.)  5 
times  daily:  adults,  two  tablets  (5  mg  ) t i d to  two 
tablets  (5  mg  ) q i d or  two  regular  teaspoonfuls 
(10  ml  , 5 mq  ) q i d Maintenance  dosage  may  be  as 
low  as  one  fourth  of  the  initial  dosage  Make  down- 
ward dosaqe  adjustment  as  soon  as  initial  symptoms 
are  controlled. 

Overdosage  Keep  the  medication  out  of  the  reach 
of  children  since  accidental  overdosage  may  cause 
severe,  even  fatal,  respiratory  depression  Signs  of 
overdosage  include  flushing,  lethargy  or  coma,  hy- 
potonic reflexes,  nystagmus,  pinpoint  pupils,  tachy- 
cardia and  respiratory  depression  which  may  occur 
12  to  30  hours  after  overdose  Evacuate  stomach  by 
lavage,  establish  a patent  airway  and.  when  neces- 
sary. assist  respiration  mechanically.  Use  a narcotic 
antagonist  in  severe  respiratory  depression  Obser- 
vation should  extend  over  at  least  48  hours 

Dosage  forms'  Tablets.  2 5 mg  of  diphenoxylate 
HCI  with  0 025  mg  of  atropine  sulfate  Liquid.  2 5 
mg  of  diphenoxylate  HCI  and  0 025  mg  of  atropine 
sulfate  per  5 ml  A plastic  dropper  calibrated  in  in- 
crements of  Vi  ml  (total  capacity.  2 ml.)  accom- 
panies each  2-oz  bottle  of  Lomotil  liquid 
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basis.  A patient  with  pseudodeficiency  rickets  will 
require  either  large  doses  of  vitamin  D (up  to  50,000 
units/day)  or  a small  amount  of  dihydrotachysterol 
(Philips  Roxanne),  a synthetic  form  of  vitamin  D 
which  does  not  require  renal  hydroxylation. 

There  are  other  rickets-producing  diseases  not 
listed  in  Table  1.  Most  such  diseases  produce 
rickets  because  of  renal  phosphate  loss,  and  include 
such  entities  as  familial  hypophosphatemic  rick- 
ets.17 In  these  cases,  the  unavailability  of  phos- 
phorus stops  normal  metaphyseal  bone  crystal  func- 
tion in  spite  of  the  fact  that  calcium  metabolism  is 
completely  normal.  For  this  reason,  these  diseases 
are  purposely  excluded  from  the  evaluation  of  hy- 
pocalcemia. 

A hypocalcemic  child  without  rickets  would 
most  probably  suffer  from  some  form  of  either  hy- 
poparathyroidism or  pseudohypoparathyroidism. 
Table  I summarizes  the  diagnostic  possibilities 
listed  under  those  two  headings.  One  would  expect 
to  find  a normal  to  high  serum  phosphorus  in  all 
such  cases,  but  circulating  parathyroid  hormone 
would  be  low  in  association  with  hypoparathyroid- 
ism and  elevated  with  pseudohypoparathyroidism. 
Even  before  results  of  parathyroid  hormone  levels 
become  available,  however,  it  should  be  possible 
to  narrow  down  the  diagnostic  possibilities  and  in 
some  cases  actually  make  the  diagnosis. 

If  parathyroid  glands  and  thymus  are  congenitally 
absent  as  in  the  Di-George  Syndrome, 18  then  im- 
munologic incompetence  would  accompany  the  hy- 
poparathyroid  condition  and  give  direction  towards 
accurate  diagnosis.  A patient  suffering  from  moni- 
liasis as  well  as  hypoparathyroidism  also  would  be 
easily  identifiable.15’  Surgical  absence  of  parathy- 
roid glands  should  be  a readily  explainable  cause  as 
should  be  a hypomagnesemic  state.  On  occasion, 
hypomagnesemia  results  in  suppression  of  para- 
thyroid function,  a condition  which  can  be  immedi- 
ately reversed  by  magnesium  repletion.2" 21  Thus, 
a significant  number  of  cases  of  hypoparathyroid- 
ism carry  with  them  a clinical  marker  to  aid  in  diag- 
nosis. 

When  pseudohypoparathyroidism  is  the  cause  ot 
hypocalcemia,  there  may  also  be  accompanying 
physical  or  biochemical  stigmata  to  help  make  rapid 
identification  possible.  Until  recently  only  the  clas- 
sical form  of  pseudohypoparathyroidism  was 
known.  That  condition  is  associated  with  short 
metacarpals,  short  stature,  obesity,  and  mental  re- 
tardation and  can  be  readily  diagnosed  on  clinical 
grounds.22'27  Hypomagnesemia2*-29  has  also  been 
recently  shown  on  occasion  to  suppress  end-organ 
responsiveness  to  adequate  circulating  parathyroid 
hormone  (also  reversible  with  magnesium  reple- 
tion). 

The  remaining  disorders  listed  under  hypopara- 
thyroidism and  pseudohypoparathyroidism  would 
require  at  least  that  serum  parathyroid  hormone 
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levels  be  known  before  further  attempts  could  be 
made  towards  diagnosis.  A low  measurement  would 
point  towards  hypoparathyroidism,  while  an  ele- 
vated value  would  indicate  one  of  the  recently  rec- 
ognized forms  of  pseudohypoparathyroidism. ,(M' 
These  latter  conditions  have  been  better  understood 
since  the  availability  of  urinary  cyclic  AMP  re- 
sponses to  intravenously  administered  exogenous 
parathyroid  hormone.34  Using  this  diagnostic  test, 
it  has  been  possible  to  define  examples  of  both  end- 
organ  unresponsiveness  to  parathyroid  hormone 
and  biologically  ineffective  endogenous  parathyroid 
hormone  as  causes  of  pseudohypoparathyroidism  in 
phenotypically  normal  individuals. 

Depending  upon  the  final  diagnosis,  genetic  coun- 
selling might  be  indicated,  since  some  of  the  in- 
heritable disorders  produce  serious  disease.  Treat- 
ment of  all  hypoparathyroid  and  pseudohypopara- 
thyroid  disorders  would  be  directed  towards  rais- 
ing serum  calcium  to  safe  levels,  and  some  form  of 
vitamin  D would  be  the  treatment  of  choice.  Such 
treatment  would  require  careful  adjustment  of  dose; 
especially  in  the  first  weeks  of  therapy  to  avoid  vit- 
amin D toxicity,  and  frequent  serum  calcium  and 
phosphorus  measurements  would  be  necessary. 

Because  of  their  relative  infrequency,  childhood 
disorders  of  calcium  metabolism  may  provide  the 
clinician  with  difficulty  in  recognition,  diagnosis, 
and  management.  It  is  possibble  most  of  the  time  to 
reach  a satisfactory  conclusion  using  the  guidelines 
presented  in  this  paper,  and  in  many  cases  subse- 
quent therapy  produces  gratifying  results. 
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Is  Hemoglobin-Oxygen  Affinity  Relevant? 

Peter  w.  Rand,  M.D.* 


Life  depends  on  the  ability  of  flowing  blood  to 
carry  oxygen  from  the  lungs  to  the  tissues.  The 
usual  approach  to  the  treatment  of  conditions  asso- 
ciated with  limited  oxygen  delivery  involves  mea- 
sures to  increase  blood  flow  by  increasing  vessel 
caliber.  More  recently,  as  a result  of  increased  re- 
search into  the  physical  and  biochemical  character- 
istics of  the  erythrocyte,  it  appears  increasingly 
probable  that  important  clinical  benefits  may  be  de- 
rived from  biochemical  modifications  of  the  oxygen- 
carrying properties  of  the  red  cell  itself.  Although 
various  methods  are  currently  available  to  alter  the 
fluid  properties  of  whole  blood  on  the  one  hand  and 
the  efficiency  of  hemoglobin  to  carry  oxygen  on  the 
other,  definitive  experiments  to  establish  the  physi- 
ologic effects  and  therapeutic  practicalities  of  such 
modifications  have  yet  to  be  carried  out. 

The  remarkable  effectiveness  of  hemoglobin  as  a 
vehicle  for  oxygen  is  due  primarily  to  its  ability  to 
combine  reversibly  with  roughly  65  times  the  vol- 
ume of  oxygen  that  would  otherwise  be  transported 
by  simple  solution  in  the  plasma.1  Adding  to  this 
efficiency  is  the  ability  of  the  molecule  to  undergo 
changes  in  its  affinity  for  oxygen  which  enhance 
the  uptake  or  release  of  oxygen  in  response  to 
changing  biochemical  environments  within  the 
body.  These  differences  in  hemoglobin-oxygen 
kinetics  can  be  explained,  at  least  in  part,  by  con- 
formational shifts  of  the  four  component  globin 
chains  which  influence  the  binding  of  oxygen  by 
their  associated  heme  groups.2  It  is  also  charac- 
teristic of  hemoglobin  that  as  its  heme  groups  be- 
come successively  oxygenated,  the  affinity  for  oxy- 
gen of  the  remaining,  unoxygenated  hemes  in- 
creasesgreatly.3This  property  is  reflected  in  the  sig- 
moidal shape  of  the  oxyhemoglobin  dissociation 
curve  which  relates  oxygen  saturation  on  the  ordi- 
nate to  partial  pressure  (PO2)  on  the  abscissa.  The 
physiologic  superiority  of  the  shape  of  this  curve  in 
comparison  to  a more  linear  relationship  is  evi- 
denced by  the  relatively  larger  amount  of  oxygen 
exchanged  per  mm  Hg  PO2  difference  at  partial 
pressures  associated  with  the  release  of  oxygen  in 
the  peripheral  microcirculation  (30-50  mm  Elg). 

The  affinity  of  hemoglobin  for  oxygen  is  also  af- 
fected by  a number  of  ligands  w hich  bind  the  globin 
chains  in  various  ways  and  thus  restrict  their  move- 
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ments.  These  include  the  hydrogen  ion,  carbon 
dioxide,  and  intraerythrocytic  organic  phosphates, 
particularly  2,3-diphosphoglycerate  (2,3-DPG).45 
By  limiting  the  access  of  oxygen  to  hemoglobin, 
these  compounds  reduce  the  volumes  of  the  gas 
taken  up  at  all  levels  of  PO2,  with  the  result  that  the 
oxyhemoglobin  dissociation  curve  is  shifted  to 
the  right  without  changing  its  overall  shape.  Be- 
cause hydrogen  ions  and  carbon  dioxide  are  both 
normal  products  of  metabolism,  their  concentra- 
tions increase  in  peripheral  capillaries  but  diminish 
as  carbon  dioxide  is  excreted  in  the  lungs.  In  theory, 
resulting  shifts  in  hemoglobin-oxygen  affinity  would 
be  expected  to  favor  both  the  release  of  oxygen  to 
the  tissues  and  its  uptake  in  the  pulmonary  capil- 
laries. By  the  same  token,  since  the  intraerythro- 
cytic concentration  of  2,3-DPG  increases  in  re- 
sponse to  hypoxia,  it  is  commonly  assumed  that 
oxygen  delivery  is  appropriately  enhanced  in  dis- 
eases characterized  by  limited  oxygen  supply.6"* 
The  fact  remains,  however,  that  the  effect  of  hemo- 
globin-oxygen affinity  on  tissue  oxygen  delivery  has 
not  yet  been  defined,  primarily  because  of  the  lack 
of  methods  to  quantify  oxygen  concentrations  at  the 
tissue  levels,  but  also  because  of  the  difficulty  in 
separating,  in  vivo,  the  relative  influences  of  bio- 
chemical and  hemodynamic  events. 

Although  a vast  number  of  studies  have  asso- 
ciated a wide  variety  of  physiologic  and  pathologic 
conditions  with  shifts  in  hemoglobin-oxygen  affinity 
(for  excellent  reviews  see4'15),  investigators  have  not 
been  able  to  demonstrate  consistent  changes  in  the 
efficiency  of  oxygen  delivery  in  humans  or  animal 
models  in  which  oxygen  affinity  has  been  deliberate- 
ly shifted.  Valeri  and  Collins,14  for  example,  ob- 
served no  effect  on  systemic  oxygen  consumption 
or  cardiac  output  in  eight  patients  who  received  up 
to  2500  ml  of  low  2,3-DPG  donor  blood.  Woodson, 
Wranne,  and  Detter15  found  that  the  work  perfor- 
mance of  rats  was  relatively  unaffected  by  exchange 
transfusions  which  resulted  in  a marked  decrease 
in  hemoglobin-oxygen  affinity.  Recently,  Riggs, 
Shafer,  andGuenter16  have  reported  no  change  in 
oxygen  consumption  or  cardiac  output  in  Rhesus 
monkeys  in  which  oxygen  affinity  was  increased  by 
similar  means.  Working  with  rabbits  in  which  hemo- 
globin-oxygen affinity  was  altered  chronically  and 
acutely,  our  group17'11"  has  shown  (a)  that  compensa- 
tory cardiac  output  responses  overcome  changes  in 
the  ability  of  blood  to  deliver  oxygen,  and,  (b)  that 
under  hypoxic  conditions,  neither  high  nor  low  oxy- 
gen affinity  improved  tissue  oxygen  availability,  as 
measured  with  chronically  implanted  polarographic 
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tissue  oxygen  electrodes. 

Demonstration  of  the  effect  of  hemoglobin-oxy- 
gen affinity  on  oxygen  transport  in  the  intact  animal 
may  also  be  made  difficult  by  the  wide  range  of  oxy- 
gen pressures  at  which  oxygen  is  delivered  in  vari- 
ous organs.  It  is  important  to  realize  that  a rightward 
shift  of  the  oxyhemoglobin  dissociation  curve  will 
enhance  the  delivery  of  oxygen  only  from  relatively 
saturated  blood;  that  is,  along  the  upper  shoulder  of 
the  oxyhemoglobin  dissociation  curve.  When  hy- 
poxia causes  oxygen  transport  to  take  place  on  the 
straight  mid-portion  of  the  curve,  the  relative  posi- 
tion of  the  curve  has  little  or  no  effect  upon  oxygen 
delivery,  since  affinity  has  little  effect  on  the  slope  at 
this  level.  Below  35  mm  Hg  PO2,  however,  oxygen 
will  be  released  more  readily  by  a left  shifted  curve, 
at  least  down  to  the  point  at  which  the  PO2  gradient 
between  capillary  plasma  and  the  site  of  mitochon- 
drial oxygen  utilization  becomes  critically  small. 
Of  particular  interest  in  this  regard  is  a very  recent 
report  by  Eaton,  Skelton,  and  Berger  demonstrating 
significantly  greater  survival  from  altitude  hypoxia 
by  rats  pre-treated  with  cyanate  to  increase  hemo- 
globin-oxygen affinity.19  From  these  relationships, 
it  is  evident  that  the  ease  with  which  oxygen  is  re- 
leased from  hemoglobin  will  vary  from  organ  to 
organ  and  within  specific  organs.  As  a result,  inter- 
pretations regarding  the  respiratory  functions  of 
blood  as  well  as  approaches  for  the  biochemical 
modifications  of  hemoglobin-oxygen  affinity  for 
therapeutic  reasons  will  be  different  at  different 
levels  of  arterial  PO2. 

Clearly,  further  studies  of  the  physiologic  role  of 
hemoglobin-oxygen  affinity  must  focus  on  individ- 
ual tissues.  As  an  experimental  model,  the  isolated, 
beating  heart  is  particularly  appropriate  because  of 
the  broad  scope  of  physiologic  information  this 
preparation  provides,  because  cardiac  tissue  ex- 
tracts more  oxygen  from  a given  volume  of  blood 
over  a greater  PO2  range  than  any  other  tissue  in  the 
body,  and  particularly  because  of  the  therapeutic 
implications  which  would  derive  from  new  informa- 
tion regarding  oxygen  delivery  to  the  ischemic  myo- 
cardium. It  is  well  known  that  under  normal  condi- 
tions, oxygen  delivery  to  the  heart  is  primarily  a 
function  of  coronary  blood  flow  which  in  turn  is 
regulated  by  vasomotor  control.  When  flow  is  ob- 
structed by  atheromatous  plaques,  or  when  the 
amount  of  oxygen  in  the  arterial  blood  is  limited  for 
any  reason,  the  coronary  vessels  are  maximally  di- 
lated and  further  oxygen  delivery  cannot  be 
achieved  through  local  hemodynamic  means.  Under 
these  circumstances  an  ability  to  enhance  release  of 
oxygen  from  hemoglobin  through  biochemical  mod- 
ifications would  have  enormous  therapeutic  appli- 
cations in  the  treatment  of  myocardial  infarction, 
which  remains  the  single  most  frequent  cause  of 
death  in  this  nation. 

The  role  of  hemoglobin-oxygen  affinity  in  myo- 


cardial oxygen  delivery  has  attracted  considerable 
attention,  both  as  a possible  factor  in  the  cause  of 
angina  pectoris  and  myocardial  infarction  occurring 
in  the  absence  of  coronary  vascular  disease,  and  be- 
cause acute  and  unexplained  changes  in  affinity 
have  been  observed  in  patients  suffering  from  myo- 
cardial ischemia.  Since  the  development  of  coro- 
nary cineangiography  in  the  mid-1960’s,  several 
reports  have  appeared  describing  angina  and  in- 
farction in  individuals  with  patent  coronary  ves- 
sels.22'29 It  is  estimated  that  nine  percent  of  all  pa- 
tients with  angina  have  normal  coronary  vessels.23 
While  some  workers  have  found  no  abnormalities 
in  hemoglobin-oxygen  affinity  in  this  condition,28 
others  have  observed  a distinct  rightward  shift.22  26'2" 
Despite  the  theoretical  enhancement  of  oxygen 
delivery  such  a shift  would  imply,  data  has  been 
presented  suggesting  the  rate  of  red  cell  oxygen  re- 
lease is  actually  retarded  in  these  patients.27  29 

More  recently,  a small  but  statistically  signifi- 
cant decrease  in  hemoglobin-oxygen  affinity  has 
been  observed  to  occur  in  blood  perfusing  the  hearts 
of  patients  in  whom  angina  pectoris  was  induced 
by  atrial  pacing.30  In  another  study,  approximately 
30  percent  of  103  patients  with  coronary  disease 
demonstrated  a fall  in  the  oxygen  affinity  of  coro- 
nary sinus  blood  during  pacing.31  These  findings 
could  not  be  explained  on  the  basis  of  changes  in 
intracellular  or  plasma  pH,  2,3-DPG,  or  ATP. 
Within  the  last  year,  Kostuk  and  co-workers32  have 
demonstrated  considerably  larger  rightward  shifts 
(4  mm  Hg)  in  samples  of  both  venous  and  arterial 
blood  from  patients  with  myocardial  infarctions, 
and  they  have  correlated  the  degree  of  shift  with  the 
clinical  severity  of  the  individual  case.  Again  no 
associations  could  be  made  with  respect  to  the  usual 
modifiers  of  hemoglobin-oxygen  affinity. 

It  appears  established,  then,  that  myocardial 
ischemia  may  be  accompanied  by  a rightward  shift 
of  the  oxyhemoglobin  dissociation  curve  which 
frequently  is  unassociated  with  measurable  changes 
in  the  familiar  hemoglobin  ligands.  The  possibility 
arises  that  this  shift  results  from  factors  related  to 
the  hypoxic  myocardium  itself,  and  further,  that 
these  factors  may  alter  aspects  of  red  cell  oxygen 
transport  other  than  hemoglobin-oxygen  affinity, 
such  as  red  cell  membrane  diffusivity  and  deform- 
ability.  Indeed,  recent  work  by  ourgroup33  has  dem- 
onstrated that  important  discrepancies  may  be  noted 
between  the  rate  of  oxygen  transport,  as  predicted 
by  the  oxyhemoglobin  dissociation  curve,  and  the 
rate  as  actually  measured  in  blood  flowing  through  a 
laboratory  capillary  model.  This  information  is  of 
particular  interest  in  the  light  of  a report  by  Guy. 
ct  at, 31  who  described  impaired  oxygen  release  by 
red  cells  from  patients  with  myocardial  ischemia, 
a right-shifted  curve,  and  normal  coronary  arteries. 
Apparently,  evaluation  of  oxygen  delivery  in  the 
face  of  myocardial  ischemia  must  include  measure- 
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merits  of  cell  deformability  and  membrane  oxygen 
permeability  as  well  as  hemoglobin  oxygen  kinetics. 

Although  the  shifting  affinity  of  hemoglobin  for 
oxygen  has  been  recognized  for  several  decades, 
and  has  been  assigned  an  important  role  in  the 
theory  of  oxygen  transport  by  blood,  demonstration 
of  its  influence  on  tissue  oxygen  delivery  in  vivo  has 
been  hindered  by  compensatory  changes  in  blood 
(low  . As  the  supply  of  blood  to  a given  tissue  is  re- 
stricted. however,  oxygen  delivery  to  that  tissue  be- 
comes increasingly  a function  of  hemoglobin- 
oxygen  affinity.  Where  oxygen  reserves  are  mini- 
mal. as  in  the  myocardium,  the  position  of  the  oxy- 
hemoglobin dissociation  curve  may  well  be  a criti- 
cal factor  in  the  survival  of  the  tissue,  and  thus  the 
entire  organism.  If  such  a relationship  can  be  shown 
to  exist,  the  development  of  a biochemical  method 
to  alter  hemoglobin-oxygen  affinity  may  provide  an 
important  lifesaving  therapy. 
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In  Vitro  ScreeningTests  of  Thyroid  Function 

A Review 

S.  Thomas  Bigos,  M.D.* 


Introduction 

Hyper  and  hypothyroidism  are  clinical  states 
which  have  both  obvious  and  subtle  manifestations 
affecting  many  different  organ  systems.  Conse- 
quently, a question  of  abnormal  thyroid  function 
is  frequently  entertained  in  the  differential  diagno- 
sis of  many  medical  problems  and  a final  decision 
concerning  the  state  of  thyroid  compensation  is 
commonly  dependent  upon  confirmation  of  the  clin- 
ical picture  by  laboratory  tests. 

There  have  been  significant  advances  in  the  un- 
derstanding of  thyroid  function  over  the  past  ten 
to  fifteen  years,  and  more  direct  and  specific  meth- 
ods for  the  evaluation  of  clinical  problems  of  thy- 
roid compensation  have  been  extended  to  the  clin- 
ician. It  is  the  intention  of  this  review  to  discuss 
the  basic  in  vitro  screening  tests  which  are  readily 
available  today  for  the  assessment  of  thyroid  ho- 
meostasis and  to  indicate  the  advantages  and  dis- 
advantages of  each  test. 

Protein  Bound  Iodine  (PBI)/Butanol 
Extractable  Iodine  (BEI) 

These  two  tests  are  mentioned  only  to  emphasize 
that  they  are  no  longer  of  any  significant  value  as  a 
method  of  evaluating  thyroid  function  and  have 
been  replaced  by  direct  measurement  of  serum  thy- 
roid hormone  levels.  These  PBI  and  BEI  methods 
are  dependent  upon  the  measurement  of  iodine  and 
are  not  direct  assessments  of  the  level  of  circulating 
thyroid  hormone.1  They  are  frequently  made  com- 
pletely unreliable  by  the  common  use  of  iodine  con- 
taining contrast  materials  used  in  radiologic  infu- 
sion studies  and  by  intentional  or  unwitting  inges- 
tion of  excessive  amounts  of  iodine  in  the  diet.  In 
addition,  such  common  hospital  and  office  practices 
as  swabbing  areas  of  skin  with  iodine  containing 
disinfectants  result  in  absorption  of  large  quan- 
tities of  inorganic  iodine  through  the  skin  and  will 
again  prevent  any  useful  interpretation  of  the  level 
of  iodine  in  the  serum  as  a reflection  of  thyroid 
function. 

Total  Serum  Thyroxine  Level  (Total  T4) 

Today  it  is  possible  to  directly  measure  the 
amount  of  total  circulating  thyroxine  (T4)  indepen- 
dently of  the  iodine  content  of  the  blood.  This  is 
done  by  taking  advantage  of  the  fact  that  thyroid 
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binding  globulin  (TBG),  the  normal  circulating 
plasma  protein  which  has  specific  and  high  affinity 
forT4,  can  be  used  to  specifically  measure  the  total 
amount  of  thyroxine  (T4)  present  in  serum  (Mur- 
phy-Patte  method).2  The  methodology  for  this 
test  is  well  established,  readily  available,  and  no 
more  expensive  than  that  required  for  doing  PBI’s. 
Again,  this  method  is  in  no  way  dependent  upon 
serum  iodine  levels  and  is  devoid  of  the  limitations 
imposed  by  iodine  dependent  methods. 

Free  Serum  Thyroxine  Level  (FreeT4) 

More  than  ninety-nine  percent  of  thyroid  hor- 
mone present  in  normal  serum  circulates  bound  to 
serum  proteins,  and  in  particular  to  thyroid  binding 
globulin.3  A very  small  fraction  of  the  total  amount 
of  T4  circulates  unbound  or  “free.”  Although  this 
amount  of  “free  T4”  is  quantitatively  very  small, 
it  is  presently  felt  that  this  represents  essentially 
the  entire  amount  of  T4  which  is  metabolically  ac- 
tive.4 

The  “free  T4“  exists  in  a dynamic  equilibrium 
with  the  much  larger  portion  of  T4  which  is  bound 
to  TBG.  Using  the  same  principles  of  competitive 
protein  binding  as  used  to  measure  the  total  T4, 
but  with  certain  modifications,  it  is  possible  to  di- 
rectly, accurately  and  reproducibly  measure  the 
amount  of  T4  that  is  present  in  the  “free"  or  un- 
bound state  in  serum.5  Frequently,  it  is  most  help- 
ful to  know  the  value  of  the  free  T4  since  this  is  the 
metabolically  active  component  and  there  are  a 
number  of  circumstances  which  raise  or  lower  the 
total  amount  of  T4  that  circulates  bound  to  TBG 
to  abnormal  levels  without  significantly  altering  the 
concentration  of  the  unbound  or  free  T4.  For 
example,  pregnancy  or  the  use  of  estrogen  contain- 
ing compounds  will  increase  the  amount  of  TBG 
and  thereby  bind  more  T4  in  the  serum  and  raise  the 
total  T4  level. The  concentration  of  free  T4  in 
these  circumstances,  however,  remains  within  the 
normal  range  and  the  patient  is  euthyroid.  Converse- 
ly, congenital  deficiency  of  TBG.  loss  of  TBG  in  the 
urine  in  nephrosis,  iatrogenicly  induced  decrease 
in  TBG  (eg:  androgen  therapy),  or  the  use  of  drugs 
which  displace  T4  from  TBG  (eg:  Dilantin")  can 
cause  the  total  T4  level  to  fall  while  the  unbound 
(free)  T4  level  remains  essentially  unchanged  and 
the  patient  remains  euthyroid.  With  true  hyperthy- 
roidism an  elevation  of  the  total  T4  is  accompanied 
by  a rise  of  the  free  T4  out  of  the  normal  range  and 
in  hypothyroidism  a fall  of  the  total  T4  is  associated 
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with  a coincident  decrease  in  the  free  T4  to  subnor- 
mal levels. 

Thus,  it  is  evident  that  the  total  T4  may  not  in- 
frequently be  misleading  as  an  index  of  a given  pa- 
tient's state  of  thyroid  compensation  unless  coupled 
with  measurement  of  the  free  T4  as  well.  Assess- 
ment of  both  total  T4  and  free  T4  together  gives  a 
more  reliable  screen  of  a patient's  basic  thyroid 
status. 

Rksin  T3  Uptake  (T3  Uptake) 

This  test  probably  causes  more  confusion  for 
physicians  than  any  other  test  used  in  evaluating 
thyroid  function,  and  the  concern  that  it  evokes 
is  in  general  entirely  out  of  proportion  to  the  clin- 
ical value  of  the  test.  This  type  of  test  gives  an  es- 
timate of  the  relative  binding  capacity  of  a given 
patient's  serum  for  a small  amount  of  radioactive 
hormone  added  to  the  serum  in  vitro.7  The  avidity 
of  the  serum  being  tested  is  an  indirect  indication 
of  the  amount  of  thyroid  hormone  which  is  circulat- 
ing in  the  free  state.  In  hyperthyroidism,  the  excess 
free  thyroid  hormone  present  is  serum  will  compete 
with  the  added  radioactive  hormone  and  prevent  it 
from  binding  toTBG.  In  hypothyroidism,  the  rela- 
tive insufficiency  of  circulating  free  thyroid  hor- 
mone w ill  result  in  an  increased  binding  of  the  added 
radioactive  material  toTBG  in  the  patient's  serum. 
When  any  material  is  added  (eg:  charcoal  ora  resin 
compound)  which  will  pick  up  the  radioactive  hor- 
mone not  bound  toTBG  and  then  is  separated  and 
counted  for  radioactivity,  it  is  evident  that  the 
amount  of  resin-associated  radioactivity  from  a hy- 
perthyroid serum  sample  will  tend  to  be  greater 
than  normal  and  that  from  a hypothyroid  patient 
less  than  normal.  Thus,  hyperthyroidism  tends  to 
be  associated  with  a high  percentage  resin  uptake 
and  hypothyroidism  with  a low  uptake. 

However,  this  indirect  method  of  evaluating  thy- 
roid hormone  economy  is  not  particularly  sensitive 
and  patients  with  clinically  evident  hyper  or  hypo- 
thyroidism not  infrequently  have  T3  uptake  values 
that  are  still  within  the  normal  range.  Also,  ex- 
cessive or  subnormal  amounts  of  TBG  in  the  serum 
may  result  in  abnormal  T3  uptake  tests  and  yet  the 
patient  can  be  completely  euthyroid.  Therefore, 
given  the  increasing  availability  of  accurate  meas- 
urements of  total  T4  and  free  T4  levels,  this  com- 
bination allows  the  physician  a much  more  direct 
and  sensitive  evaluation  of  the  patient's  thyroid 
homeostasis  than  does  reliance  on  resin-T3-uptake 
tests  or  other  equivalents. 

Serum  TSH 

It  has  been  well  known  for  many  years  that  the 
activity  of  the  thyroid  gland  is  regulated  by  secre- 
tion of  a polypeptide  hormone  from  the  pituitary 
gland. * This  hormone  is  called  thyroid  stimulating 
hormone  (TSH ).  Serum  thyroid  hormone  and  TSH 


concentrations  are  both  regulated  according  to  a 
negative  feedback  mechanism  where  declining  lev- 
els of  thyroid  hormone  are  sensed  by  the  hypotha- 
lamic-pituitary axis  which  then  induces  an  in- 
creased output  of  TSH  by  the  pituitary  gland.  The 
TSH  then  causes  increased  synthesis  and  release 
of  thyroid  hormone  from  the  normal  thyroid  gland 
and  the  resulting  rise  of  thyroid  hormone  levels  is 
sensed  by  the  hypothalamus  and  pituitary  gland  and 
the  TSH  secretion  is  then  decreased. 

In  people  with  normal  thyroid  glands  and  normal 
hypothalamic-pituitary  function,  this  negative  feed- 
back system  operates  within  rather  closely  main- 
tained ranges.  If.  however,  for  some  reason  the  thy- 
roid gland  is  damaged  (eg:  Hashimoto’s  thyroiditis) 
and  cannot  maintain  a normal  output  of  thyroid 
hormone,  the  TSH  output  will  increase  above  nor- 
mal levels  in  an  attempt  to  drive  the  thyroid  harder 
and  increase  its  productivity.  Consequently,  pri- 
mary thyroid  gland  failure  is  characterized  by  a 
high  serum  TSH . and  an  elevated  TSH  level  is  now 
accepted  as  the  sine  qua  non  for  the  diagnosis  of 
hypothyroidism  due  to  thyroid  gland  failure.9,10 

It  is  now  possible  to  accurately  measure  the  level 
of  TSH  in  human  serum  by  means  of  radioimmu- 
noassay. and  this  has  proved  to  be  one  of  the  most 
significant  advances  in  the  evaluation  of  thyroid 
function  in  many  years.9 10  Classic  hypothyroidism 
is  usually  recognized  clinically  with  a minimum  of 
substantiating  laboratory  tests  required  to  secure 
the  diagnosis.  However,  most  hypothyroidism  en- 
countered by  the  physician  is  not  of  an  extreme 
nature.  Rather,  it  is  well  recognized  that  less  severe 
but  definitely  significant  levels  of  primary  hypo- 
thyroidism are  frequently  associated  with  subtle 
and  nonspecific  manifestations  affecting  many 
organ  systems.  It  is  also  not  unusual  for  the  phy- 
sician to  be  confronted  with  equivocal  borderline 
low  values  for  serum  total  T4  and  free  T4,  and  an 
accurate  assessment  of  a given  patient's  thyroid 
status  on  clinical  and  laboratory  grounds  can  be 
difficult  to  make.  It  is  in  this  setting  that  the  ability 
to  measure  TSH  assumes  great  value  since  an  eleva- 
tion of  the  TSH  above  normal  confirms  the  diag- 
nosis of  primary  hypothyroidism  and  is  a definite 
factor  in  resolving  the  question  of  whether  or  not  a 
patient  is  hypothyroid. 

Measurement  of  serum  TSH  is  also  of  significant 
value  in  cases  of  clinically  overt  hypothyroidism. 
Although  not  needed  for  diagnostic  purposes  in  ob- 
vious hypothyroidism,  it  has  become  a very  valu- 
able tool  in  the  management  of  thyroid  hormone 
replacement  therapy.  Previously,  recognition  of 
the  point  at  which  a particular  hypothyroid  patient 
had  reached  maximal  compensation  during  a course 
of  replacement  thyroid  hormone  therapy  was  not 
always  easy  to  assess.  With  the  advent  of  the  TSH 
assay,  it  is  possible  to  follow  the  fall  of  the  serum 
TSH  level  as  replacement  therapy  is  instituted  and 
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when  the  TSH  has  been  returned  to  the  normal 
range  the  replacement  dosage  should  be  considered 
adequate.  Using  such  criteria  it  has  been  demon- 
strated that  the  dosages  of  desiccated  thyroid  (three 
grains)  and  Synthroid®  (0.3  mg)  which  had  previ- 
ously been  estimated  to  be  the  average  amount  re- 
quired to  achieve  euthyroidism  were  somewhat 
excessive  and  a dose  of  two  to  two  and  a half  grains 
desiccated  thyroid  and  0.2  to  0.25  mg.  Synthroid 
are  more  accurate  average  doses.  However,  in  any 
given  patient  the  exact  dose  required  can  be  quite 
variable  and  the  serum  TSH  level  allows  this  dose 
to  be  defined  on  an  individual  basis. 

Finally,  the  TSH  level  is  of  great  value  in  dis- 
criminating between  hypothyroidism  of  thyroid 
gland  origin  (primary)  and  that  due  to  pituitary  fail- 
ure (secondary).  With  thyroid  gland  failure,  the 
TSH  will  be  high  and  with  pituitary  failure,  TSH 
will  be  low  or  absent.  This  distinction  is  of  more  than 
academic  value.  Simple  replacement  of  thyroxine 
alone  is  all  that  is  required  to  correct  primary  hy- 
pothyroidism, but  administration  of  thyroxine  by 
itself  in  secondary  (pituitary)  hypothyroidism  can 
be  hazardous.  Pituitary  insufficiency  is  not  a fre- 
quent cause  of  hypothyroidism,  but  when  hypothy- 
roidism does  occur  as  a result  of  deficient  TSH  se- 
cretion by  the  pituitary,  it  is  in  almost  every 
case  a part  of  the  picture  of  panhypopituitarism. 
Consequently,  some  degree  of  adrenal  insufficiency 
due  to  lack  of  adrenocorticotropic  hormone  is  usu- 
ally also  present.  Thus,  thyroid  hormone  replace- 
ment therapy  begun  without  coincident  cortisol  re- 
placement may  precipitate  acute  adrenal  insuffi- 
ciency as  the  metabolic  demands  of  the  body  in- 
crease in  the  absence  of  adequate  adrenal  reserve. 
Therefore,  whenever  there  is  a question  of  pitui- 
tary incompetence  in  the  face  of  hypothyroidism, 
a serum  TSH  level  should  be  drawn  and  thyroxine 
replacement  treatment  should  be  accompanied  by 
adequate  glucocorticoid  coverage  until  the  results 


of  the  TSH  assay  are  reported,  and  the  etiology 
of  the  hypothyroidism  is  defined. 

In  thyrotoxicosis,  measurement  of  the  serum 
TSH  level  is  rarely  of  value  since  essentially  all 
hyperthyroidism  is  the  result  of  primary  overac- 
tivity of  the  thyroid  gland  and  pituitary  TSH  out- 
put is  suppressed  and  TSH  is  unmeasurable  in  the 
serum.  It  is  only  after  therapy  has  been  instituted 
(eg:  radioiodine,  sub-total  thyroidectomy)  and  the 
hyperthyroidism  corrected  that  the  TSH  level  be- 
comes important.  Since  a significant  portion  of  pa- 
tients following  radioiodine  therapy  or  subtotal 
thyroidectomy  will  go  on  to  become  hypothyroid, 
an  elevation  of  the  serum  TSH  level  is  the  most 
sensitive  means  of  detecting  early  thyroid  failure 
and  is  an  indication  for  institution  of  replacement 
therapy. 
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Antivert  715  Tablets 

( 25  mg.  meclizine  HC1) 
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‘INDICATIONS.  Based  on  a review  of  this  drug  by  the  National  Academy  of 
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motion  sickness. 

Possibly  Effective:  Management  of  vertigo  associated  with  diseases  affecting 
the  vestibular  system. 

Final  classification  of  the  less  than  effective  indications  requires  further 
investigation. 


has  produced  cleft  palate  in  the  offspnng.  Limited  studies  using  doses  of  over  100 
mg./kg./day  in  rabbits  and  10  mg./kg./day  in  pigs  and  monkeys  did  not  show  cleft 
palate.  Congeners  of  meclizine  have  caused  cleft  palate  in  species  other  than  the  rat. 

Meclizine  HC1  is  contraindicated  in  individuals  who  have  shown  a previous 
hypersensitivity  to  it. 

WARNINGS.  Since  drowsiness  may,  on  occasion,  occur  with  use  of  this  drug, 
patients  should  be  warned  of  this  possibility  and  cautioned  against  driving  a car  or 
operating  dangerous  machinery. 

Usage  in  Children:  Clinical  studies  establishing  safety  and  effectiveness  in  children 
have  not  been  done:  therefore,  usage  is  not  recommended  in  the  pediatnc  age  group 

Usage  m Pregnancy  See  "Contraindications 
ADVERSE  REACTIONS.  Drowsiness,  dry  nUcKIVJ 
mouth  and.  on  rare  occasions,  blurred  vision  A dlvisi0n  of  mzer  pharmaceuticalS 
have  been  reported  New  York,  New  York  10017 
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there’ll  be  Category  I symposia  and  medical  motion  pictures  on  a 
wide  variety  of  specialties. 
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session  on  the  Medical  Aspects  of  Sports,  a series  of  special  courses 
on  clinical  pathology,  and  a joint  program  by  the  American  Veterinary 
Medical  Association  and  the  AMA  on  diseases  transmitted  to  man 
by  household  pets.  Physicians'  wives  and  families  will  be  offered 
interesting  programs  co-sponsored  by  the  AMA’s  Council  on  Scien- 
tific Assembly  and  the  Woman’s  Auxiliary  of  the  AMA. 


For  more  information,  write: 

Dept,  of  Circulation  & Records,  AMA* 

535  N.  Dearborn  St.,  Chicago,  1L  60610, 


The  Hairless,  Odorless  Axilla:  An  Example 
of  Selective  End-Organ  Unresponsiveness 

to  Androgen 

James  E.  Haddow.  M.D.*  and  D.  Grant  Gai  l,  M.D.** 


A family  has  come  to  our  attention  in  which  fe- 
males over  five  generations  have  failed  to  develop 
axillary  hair  or  axillary  perspiration  at  puberty.  This 
trait  was  transmitted  silently  from  the  first  to  the 
third  generations  through  a male  according  to  avail- 
able historical  information.  The  inheritance  pattern 
is  consistent  with  either  X-linked  dominance  or 
autosomal  dominance  expressed  only  in  females, 
and  either  of  these  possible  modes  of  transmission 
is  uncommon.1 

Report  or  Cases 

Case  V-6.  The  proband  was  referred  for  evaluation  of  short 
stature  at  age  15  years.  She  had  always  been  considered  small  for 
her  age  but  grew  at  a constant  rate  below  the  third  percentile.  At 
age  9 hours,  she  developed  pyelonephritis  and  was  discovered  to 
have  a hypoplastic  left  kidney.  Subsequently,  over  the  next  five 
years,  she  had  four  more  urinary  tract  infections.  She  also  suf- 
fered from  a right  facial  paralysis,  dating  from  birth.  Pubarche 
and  thelarche  at  age  1 1 were  followed  by  menarche  one  year 
later.  At  the  time  of  examination,  she  had  regular  menses  but 
stated  that  she  had  never  developed  axillary  hair  nor  axillary 
perspiration,  although  perspiration  was  normal  elsewhere  both  in 
volume  and  odor.  Family  history  brought  to  light  a number  of 
female  members  in  fiv  e generations  w ith  similar  axillary  findings 
(Figure  I).  Many  of  the  family  members  of  both  sexes  were  of 
short  stature,  but  there  was  no  history  of  renal  disease.  Only  the 
index  case,  a sister,  and  her  mother  were  available  for  physical 
examination.  Remaining  information  was  obtained  historically 
from  the  mother. 

On  examination  she  was  found  to  be  of  normal  intelligence, 
with  a height  of  142  cm.  and  weight  of  34  kg.,  both  below  the  third 
percentile  for  her  chronologic  age. 

Her  skin  was  normal  and  displayed  fine  hair.  Scalp  and  pubic 
hair  were  normal  in  texture,  quantity  and  distribution.  Axillary 
hair  was  absent,  and  no  perspiration  was  visible  although  the 
room  was  very  warm.  Breasts  and  external  genitalia  were  nor- 
mal. Mild  right  facial  paralysis  and  left  scoliosis  were  present. 
Teeth  and  nails  were  normal. 

The  following  laboratory  results  were  normal:  complete  blood 
count,  urinalysis,  electrolytes,  creatin'ne.  blood  urea  nitrogen, 
urine  amino  acids,  and  17-ketosteroids  (8.1  mg'24  hours).  In- 
travenous pyelogram  demonstrated  a left  hypoplastic  kidney  and 
a normal  right  kidney.  Bone  age  was  17  years. 

Case  IV-5.  The  mother  of  the  proband  was  age  35.  grav  ida  4. 
para  4,  and  had  always  been  in  good  health  except  for  mild 
hypertension.  She  had  never  perspired  in  the  axillae  nor  had 
axillary  hair  ever  appeared.  Puberty  was  otherwise  normal.  Ex- 
amination demonstrated  a healthy  female  with  a blood  pressure 
of  1 50  90  who  had  a few  strands  of  fine  axillary  hair.  Laboratory 
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PEDIGREE  OF  THE  F FAMILY 


Fig.  I.  Pedigree  of  the  P family.  Males  are  represented  by  open 
squares,  unaffected  females  by  open  circles,  and  affected  fe- 
males by  black  circles.  ? indicates  members  with  no  available 
information.  Numbers  in  fourth  and  fifth  generations  indicate  age 
in  years. 

studies  revealed  normal  urine  amino  acids  and  17-ketosteroids 
(6.5  mg/24  hours). 

Case  V-5.  This  14-year-old  sister  of  the  index  case  was  com- 
pletely well.  Puberty  occurred  at  age  1 1 with  normal  breast 
development,  pubic  hair,  and  menstrual  cycle.  Axillary  hair  and 
perspiration  were  absent.  Physical  examination  confirmed  the 
history.  Urinary  amino  acids  were  normal  and  17-ketosteroids 
measured  7.6  mg/24  hours. 

No  other  family  members  were  available  for  study,  and  further 
studies  were  not  carried  out  due  to  the  family's  reluctance. 

Discussion 

The  family  tree  for  five  generations  is  drawn  out 
in  Figure  1.  Of  interest  is  the  fact  that  all  females  in 
the  five  generations  about  whom  information  is 
available  (with  the  exception  of  two  prepubertal  fe- 
males in  the  fifth  generation)  have  the  trait.  No  male 
in  any  generation  is  affected,  and  this  is  particularly 
significant  in  the  second  generation  where  the  un- 
affected male  apparently  transmits  the  character- 
istic to  at  least  one  of  his  two  daughters.  Unfortu- 
nately. this  individual  was  not  available  for  exam- 
ination. The  tree  further  reveals  that  the  proband’s 
grandmother  married  twice  and  produced  affected 
daughters  by  both  marriages.  The  inheritance  pat- 
tern is  thus  suggestive  of  either  an  autosomal  domi- 
nant mode  of  transmission  or  of  X-linked  dominant 
transmission,  in  either  case  producing  expression 
only  in  the  female. 

Growth  of  axillary  and  pubic  hair  in  females  is 

Continued  on  Page  25 
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The  Relevance  of  Alpha-Fetoprotein 
Measurements  in  Prenatal  Diagnosis 

James  E.  Haddow,  M.D.  and  Robert  F.  Ritchie,  M.D.* 


During  the  past  two  years,  convincing  evidence 
has  accumulated  to  show  that  amniotic  fluid  alpha- 
fetoprotein  (AFP)  levels  are  elevated  when  a fetus 
is  affected  by  spina  bifida  or  anencephaly.1'6  The 
predictive  accuracy  of  such  measurements  ap- 
proaches 90  percent  when  an  affected  fetus  suffers 
from  anencephaly  and  60  percent  if  spina  bifida 
alone  is  present.  Furthermore,  abnormal  AFP 
levels  can,  in  most  cases,  be  clearly  shown  at  16 
weeks  gestation,  thus  allowing  the  option  of  thera- 
peutic abortion.  Confirmation  of  neural  tube  anom- 
alies may  at  times  be  obtained  through  X-ray  or 
ultrasound  techniques,  but  there  are  instances 
where  alpha-fetoprotein  levels  themselves  repre- 
sent the  single  most  reliable  indicator.  Since  the  pro- 
cedure of  amniocentesis  carries  a significant  albeit 
not  high  risk,  collection  of  amniotic  fluid  is  not  ap- 
plicable as  a screening  procedure  in  the  population- 
at-large.  There  is,  however,  a group  of  high-risk  in- 
dividuals who  have  already  delivered  a fetus  with 
anencephaly  or  spina  bifida,7*  and  such  women  may 
be  subjected  to  amniocentesis  for  AFP  measure- 
ment because  there  is  a high  degree  of  probability 
that  they  will  produce  a second  affected  offspring. 
In  such  cases,  amniocentesis  has  already  gained 
wide  acceptance  and  can  be  considered  a reliable 
clinical  procedure. 

More  recently  Brock,  in  England,  has  reported 
elevated  maternal  serum  AFP  levels  as  well  as  ele- 
vated amniotic  fluid  AFP  levels  early  in  the  sec- 
ond trimester  when  fetuses  have  had  neural  tube 
defects.9  " If  this  report  can  be  confirmed,  then  it  is 
possible  that  entire  populations  of  pregnant  women 
may  be  tested  for  these  defects.  The  availability  of 
such  a blood  test  for  prenatal  diagnosis  would  be  un- 
precedented and  would  represent  a significant  ad- 
vance in  that  area.  Neural  tube  defects  represent 
the  commonest  central  nervous  system  anomalies, 
occurring  at  the  rate  of  8 per  1 ,000  live  births  in  the 
United  Kingdom,  and  at  the  approximate  rate  of  3.5 
per  1,000  live  births12  '1  in  southern  New  England. 
If  the  New  England  area  figures  for  prevalence  of 
neural  tube  anomalies  are  compared  with  those  for 
phenylketonuria,  the  ratio  would  be  35: 1 , thus  yield- 
ing a much  greater  number  of  affected  fetuses  diag- 
nosed in  a given  screening  program.  If  maternal 
serum  AFP  levels  are  proven  reliable,  the  labora- 
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tory  method  necessary  for  delivering  accurate  re- 
sults will  require  much  attention,  since  it  must  mea- 
sure quantities  of  serum  AFP  in  the  nanogram 
range. 

In  considering  AFP’s  role  in  fetal  diagnosis,  it  is 
worthwhile  to  review  some  of  its  unique  character- 
istics. It  is  an  alpha- 1 globulin  synthesized  by  fetal 
liver  and  yolk  sac,  may  be  produced  as  early  as  the 
sixth  week  of  fetal  life,  and  reaches  peak  concen- 
trations of  approximately  300mg/  100ml  in  fetal 
serum  at  13  weeks  gestation.  l4lsThereafter,  it  falls 
steadily  so  that  newborns  ordinarily  have  levels  of 
lOmg/lOOml.  Following  delivery,  serum  AFP  con- 
centrations fall  rapidly  and  adult  levels  of  2-17  nano- 
grams/ml19 are  reached  by  a few  months  of  life.  It  is 
thought  that  the  elevated  amniotic  fluid  and  mater- 
nal serum  AFP  levels  which  occur  with  spina  bifida 
and  anencephaly  are  present  because  of  protein 
leakage  from  exposed  fetal  neural  membrane  sur- 
faces. Even  in  the  absence  of  fetal  neural  tube  anom- 
alies, amniotic  fluid  contains  relatively  large 
amounts  of  AFP,1  and  maternal  serum  shows  defi- 
nite increases  over  the  non-pregnant  population.20 
Normal  ranges  for  AFP  concentrations  in  both 
serum  and  amniotic  fluid  vary  depending  upon 
length  of  gestation,  and  normal  values  must  be  care- 
fully defined  before  any  actual  diagnostic  efforts  can 
begin.  Fetal  urine  is  the  major  normal  contributor 
to  such  levels  since  it  contains  as  much  as  48.000 
nanograms/ml  during  the  second  trimester  with 
concentration  falling  rapidly  to  nearly  undetectable 
quantities  in  the  third  trimester.1 

Before  its  recognition  as  a useful  test  for  prenatal 
diagnosis,  alpha-fetoprotein  was  measured  to  help 
detect  hepatoma  and  embryonal  cell  carcinoma.21'21 
Both  of  these  tumors  produce  large  quantities  of 
AFP,  and  serum  levels  may  be  as  high  as  in  the 
fetus.  With  the  development  of  more  refined  tech- 
niques, it  also  became  possible  to  show  that  AFP 
serum  levels  became  normal  after  successful  tumor 
therapy  and  began  to  rise  again  as  tumor  recurred, 
thus  making  such  measurements  helpful  in  tumor 
therapy  as  well  as  diagnosis.  The  availability  of 
more  refined  techniques  also  led  to  the  discovery 
that  serum  alpha-fetoprotein  concentrations  were 
significantly  elevated  with  hepatitis:  never,  how- 
ever, being  as  high  as  in  malignancy.  Table  I sum- 
marizes the  sensitivity  of  currently  available  meth- 
ods. Radioimmunoassay,  the  most  sensitive  and 
recently  developed  technique,  has  allowed  for  the 
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Tabi  e I 


Method  for  Measuring  AEP 
Lower  Limit  of  Sensitivity 

mg% 

mcglml 

nonog/ml 

Immunoelectrophoresis 

5 

50 

50,000 

Micro-Ouchterlony 

1 

10 

10.000 

Electroimmunodiffusion 

1 

10 

10.(HH) 

1 mmunoelectroosmophoresis 

0.3 

3 

3,000 

Single  radial  immunodiffusion 

0.3 

3 

3.  (XX) 

Radioimmunodiffusion 

0.03 

0.3 

300 

Radioimmunoassay 

.000015 

.015 

15.6 

more  refined  observations  both  in  tumor  and  in  pre- 
natal diagnosis. 

As  experience  with  prenatal  AFP  measurements 
has  broadened,  other  congenital  problems  have  also 
been  found  in  association  with  elevated  values.  In 
one  instance,  high  levels  of  AFP  in  amniotic  fluid 
predicted  a case  of  congenital  nephrosis.1  Fligh  lev- 
els in  another  pregnancy  were  associated  w ith  a case 
of  esophageal  atresia.24  Twin  pregnancies  have 
produced  measurements  in  the  high  normal  to  bor- 
derline abnormal  range  as  has  fetal  distress.25  It  is 
likely  that  other  such  examples  will  come  to  light 
with  time.  For  that  reason,  it  is  necessary  to  make 
use  of  diagnostic  techniques  such  as  X-ray  and  ul- 
trasound for  further  information  once  alpha-feto- 
protein levels  have  been  found  to  be  elevated. 

At  present  it  is  possible  in  Maine  to  arrange  for 
amniotic  fluid  AFP  analysis  in  high  risk  pregnancies 
through  the  genetics  counselling  clinic  at  the  Maine 
Medical  Center.  In  addition,  we  are  in  the  process 
of  setting  up  and  standardizing  a radioimmunoas- 
say method  suitable  for  measuring  serum  concentra- 
tions of  alpha-fetoprotein.  After  normal  AFP  values 
have  been  established  for  various  stages  of  preg- 
nancy. a pilot  project  will  be  undertaken  to  test  the 
validity  of  such  measurements  in  diagnosing  fetal 
neural  tube  defects.  If  successful,  the  test  will  be 
made  available  for  routine  prenatal  screening  in 
Maine. 
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Gonorrhea 

Recommended  Treatment  Schedules  - 1974 

Physicians  are  cautioned  to  use  no  less  than 
the  recommended  dosages  of  antibiotics. 


Uncomplicated  Gonococcal  Infections  in 
Men  and  Women 
Drug  Regimen  of  Choice: 

Aqueous  procaine  penicillin  G (APPG),  4.8  mil- 
lion units  intramuscularly,  divided  into  at  least  two 
doses  and  injected  at  different  sites  at  one  visit, 
together  with  one  gram  of  probenecid,  by  mouth, 
just  before  the  injections. 

Alternative  Regimens: 

A.  Patients  in  whom  oral  therapy  is  preferred: 
Ampicillin,  3.5  gm,  by  mouth,  together  with 
one  gram  probenecid  by  mouth,  administered 
at  the  same  time.  There  is  evidence  that  this 
regimen  may  be  slightly  less  effective  than  the 
recommended  APPG  regimen. 

B.  Patients  who  are  allergic  to  the  penicillins 
(penicillin  G,  ampicillin)  or  probenecid* *: 

1.  Tetracycline  hydrochloride,  1.5  gm  initially 
by  mouth,  followed  by  0.5  gm  by  mouth 
four  times  per  day  for  4 days  (total  dosage, 
9.5  gm).  Other  tetracyclines  are  not  more 
effective  than  tetracycline  hydrochloride. 
All  tetracyclines  are  ineffective  as  single- 
dose therapy. 

2.  Spectinomycin  hydrochloride,  2.0  gm  in- 
tramuscularly, in  one  injection. 

Treatment  of  Sexual  Partners: 

Men  and  women  with  known  recent  exposure  to 
gonorrhea  should  receive  the  same  treatment  as 
individuals  known  to  have  gonorrhea.  Male  sex 
partners  of  persons  with  gonococcal  infection  must 
be  examined  and  treated  because  of  the  high  prev- 
alence of  nonsymptomatic  urethral  gonococcal  in- 
fection in  such  men. 

Followup: 

Followup  urethral  and  other  appropriate  cultures 
should  be  obtained  from  men,  and  cervical,  anal  and 
other  appropriate  cultures  should  be  obtained  from 
women,  7 to  14  days  after  completion  of  treatment. 


United  States  Department  of  Health,  Education,  and  Welfare, 
Public  Health  Service,  Center  for  Disease  Control,  Bureau  of 
State  Services,  Venereal  Disease  Control  Division,  Atlanta, 
Georgia. 

*Allergy  to  penicillin,  ampicillin.  probenecid,  or  previous  ana- 
phylactic reaction. 


Treatment  Failures: 

Most  recurrent  infection  after  treatment  with  the 
recommended  schedules  is  due  to  reinfection.  True 
treatment  failure  after  therapy  with  penicillin,  ampi- 
cillin or  tetracycline  should  be  treated  with  2.0  gm 
of  spectinomycin  intramuscularly. 

Post  gonococcal  U rethritis: 

Tetracycline,  0.5  gm,  four  times  daily  by  mouth, 
for  at  least  7 days. 

Pharyngeal  Infection: 

Pharyngeal  gonococcal  infections  may  be  more 
difficult  to  treat  than  anogenital  gonorrhea.  Post- 
treatment cultures  are  essential  followup  for  phar- 
yngeal infection.  The  schedules  of  ampicillin  and 
spectinomycin  recommended  for  anogenital  gonor- 
rhea are  ineffective  in  pharyngeal  gonorrhea.  Pa- 
tients with  pharyngeal  gonorrhea  whose  infection  is 
not  eradicated  after  treatment  with  4.8  million  units 
of  APPG  plus  one  gram  of  probenecid,  may  be 
treated  with  9.5  gm  of  tetracycline  in  the  dosage 
schedule  outlined  above  (Alternative  Regimens). 

Syphilis: 

All  patients  with  gonorrhea  should  have  a sero- 
logic test  for  syphilis  at  the  time  of  diagnosis.  Sero- 
negative patients  without  clinical  signs  of  syphilis, 
who  are  receiving  the  recommended  parenteral 
penicillin  schedule,  need  not  have  followup  sero- 
logic tests  for  syphilis.  Patients  treated  with  ampi- 
cillin, spectinomycin,  or  tetracycline  should  have  a 
followup  serologic  test  for  syphilis  after  3 months  to 
detect  untreated  syphilis. 

Patients  with  gonorrhea  who  also  have  syphilis 
should  be  given  additional  treatment  appropriate  to 
the  stage  of  syphilis. 

Not  Recommended: 

Although  long-acting  forms  of  penicillin  (such  as 
benzathine  penicillin  G)  are  effective  in  syphilo- 
therapy,  they  have  NO  place  in  the  treatment  of 
gonorrhea.  Oral  penicillin  preparations  such  as 
penicillin  V are  not  recommended  for  the  treatment 
of  gonococcal  infection. 

Treatment  of  Uncomplicated  Gonorrhea 
in  Pregnant  Patients 

A.  For  women  who  are  not  allergic  to  penicillin: 
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Use  the  regimens  of  aqueous  procaine  penicil- 
lin G plus  probenecid,  or  use  ampicillin  plus 
probenecid,  as  defined  above. 

B.  Pregnant  patients  who  are  allergic  to  penicil- 
lins (there  are  several  possible  alternative  regi- 
mens. each  of  which  has  potential  disadvan- 
tages): 

1.  Erythromycin.  1 .5  gm  orally,  followed  by 

0.5  gm  four  times  a day  for  4 days,  for  a 
total  of  9.5  gm.  This  regimen  is  safe  for 
mother  and  fetus,  but  efficacy  has  not  been 
established.  Erythromycin  estolate  should 
not  be  used  in  patients  with  underlying  liver- 
disease. 

2.  Cefazolin.  2 gm  intramuscularly,  with  1.0 
gm  of  probenecid.  Because  of  the  possi- 
bility of  cross-allergenicity  between  peni- 
cillins and  cephalosporins,  this  regimen 
should  not  be  used  in  a patient  with  a his- 
tory of  penicillin  anaphylaxis. 

3.  Spectinomycin,  2 gm  intramuscularly.  This 
is  an  effective  dose,  but  safety  for  the  fetus 
has  not  been  established. 

C ontraindicated: 

Tetracycline  should  not  be  used  for  uncompli- 
cated gonococcal  infection  in  pregnancy  because  of 
potential  toxic  effects  for  mother  and  fetus. 

Acute  Salpingitis  (Pelvic 
Inflammatory  Disease) 

The  diagnosis  of  acute  salpingitis  should  be  con- 
sidered in  women  with  acute  lower  abdominal  pain 
and  adnexal  tenderness  on  pelvic  examination. 
Since  there  are  no  completely  reliable  clinical  cri- 
teria on  which  to  distinguish  gonococcal  from  non- 
gonococcal salpingitis,  endocervical  cultures  for N . 
gonorrhoea e are  essential  in  such  patients.  Thera- 
py, however,  should  be  initiated  immediately,  with- 
out waiting  for  the  results  of  the  cultures. 

A.  Hospitalization:  Elospitalization  should  be 
strongly  considered  for  women  with  suspect- 
ed salpingitis  in  these  situations: 

1.  Uncertain  diagnosis,  where  surgical  emer- 
gencies must  be  excluded. 

2.  Suspicion  of  pelvic  abscess. 

3.  Pregnant  patients  with  salpingitis. 

4.  Inability  of  the  patient  to  follow  an  out- 
patient regimen  of  oral  medication,  espe- 
cially because  of  nausea  and  vomiting. 

5.  Failure  to  respond  to  outpatient  therapy. 

B.  Antimicrobial  Agents:  Controlled  studies  of 
the  treatment  of  acute  salpingitis  are  not  avail- 
able. Initial  management  must  A T LEAST  be 
adequate  for  gonococcal  salpingitis.  These 
regimens  are  known  to  be  adequate  for  the 
treatment  of  gonococcal  salpingitis: 


1.  Outpatients: 

a.  1.5  gm  tetracycline  hydrochloride, 
given  as  a single  oral  loading  dose,  fol- 
lowed by  500  mg,  taken  orally,  four 
times  daily  for  10  days. 

b.  Aqueous  procaine  penicillin  G 
(Af'PG),  4.8  million  units  intramuscu- 
larly, divided  into  at  least  two  doses  and 
injected  at  different  sites  at  one  visit, 
OF  3.5  gm  of  oral  ampicillin.  One  gram 
of  oral  probenecid  is  given  along  with 
either  penicillin  or  ampicillin,  and  both 
are  followed  by  500  mg  of  ampicillin, 
takenorally,  four  times  daily  for  lOdays. 

2.  Hospitalized  patients: 

a.  Aqueous  crystalline  penicillin  G,  20 
million  units,  given  intravenously  each 
day  until  clear-cut  improvement  occurs, 
followed  by  500  mg  of  ampicillin  taken 
orally  four  times  daily,  to  complete  10 
days  of  therapy.  The  need  for  additional 
or  alternative  antibiotics  for  the  treat- 
ment of  nongonococcal  salpingitis  re- 
quires further  study.  Since  it  is  impos- 
sible to  distinguish  gonococcal  from 
nongonococcal  salpingitis  clinically, 
many  physicians  also  use  an  amino- 
glycoside in  addition  to  penicillin  and/or 
antibiotics  which  are  effective  against 
Bacteroides  fragilis  as  initial  therapy. 

b.  Tetracycline  hydrochloride,  500  mg7 
given  intravenously  four  times  daily 
until  improvement  occurs,  followed  by 
500  mg  taken  orally  four  times  daily,  to 
complete  10  days  of  therapy.  This  regi- 
men should  not  be  used  for  pregnant 
women  or  forpatients  with  renal  failure. 

3.  Failure  to  improve  on  the  recommended 
regimens  does  not  necessarily  indicate  the 
need  for  stepwise  additional  antibiotics, 
but  requires  reassessment  of  the  possibility 
of  other  diagnoses  and  of  the  specific  mi- 
crobial etiology. 

C.  The  effect  of  the  removal  of  an  intrauterine 
device  on  the  response  of  acute  salpingitis  to 
antimicrobial  therapy  and  on  the  risk  of  recur- 
rent salpingitis  requires  further  study. 

D.  Adequate  treatment  of  women  with  acute 
gonococcal  salpingitis  must  include  examina- 
tion and  appropriate  treatment  of  their  male 
sex  partners  because  of  the  high  prevalence  of 
nonsymptomatic  urethral  gonococcal  infec- 
tion in  such  men.  Failure  to  treat  male  sex 
partners  is  a major  cause  of  recurrent  gono- 
coccal salpingitis. 

E.  Followup  of  patients  with  acute  salpingitis  is 
essential.  All  patients  should  receive  repeat 
pelvic  examinations  and  cultures  for N . gonor- 
rhoeae  after  treatment. 
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Disseminated  Gonococcal  Infection 

A.  Equally  effective  treatment  schedules  in  the 
arthritis-dermatitis  syndrome  include: 

1.  Aqueous  crystalline  penicillin  G,  10  mil- 
lion units  intravenously  per  day  for  3 days, 
or  until  there  is  significant  clinical  improve- 
ment. This  may  be  followed  with  ampicil- 
lin,  500  mg  four  times  a day  orally,  to  com- 
plete 7 days  of  antibiotic  treatment. 

2.  Ampicillin,  3.5  gm  orally,  plus  probenecid, 

1 .0  gm,  followed  by  ampicillin,  500  mg  four 
times  per  day  orally,  for  at  least  7 days. 

B.  In  penicillin  and/or  probenecid  allergic  pa- 
tients: 

1.  Tetracycline,  1.5  gm  orally,  followed  by 
500  mg  four  times  a day  orally,  for  at  least 
7 days.  Tetracycline  should  not  be  used  for 
complicated  gonococcal  infection  in  preg- 
nancy because  of  potential  toxic  effects  for 
mother  and  fetus. 

2.  Erythromycin,  0.5  gm  intravenously  every 
6 hours,  for  at  least  3 days. 

C.  Additional  measures: 

1 . Hospitalization  is  indicated  in  patients  who 
are  unreliable,  have  uncertain  diagnosis,  or 
have  purulent  joint  effusions  or  other  com- 
plications. 

2.  Immobilization  of  the  affected  joint(s)  ap- 
pears helpful.  Repeated  aspirations  and 
saline  irrigations  appear  beneficial,  but 
controlled  studies  of  these  procedures  have 
not  been  performed.  Open  drainage  of 
joints  other  than  the  hip  is  now  generally 
discouraged  in  patients  with  gonococcal 
arthritis. 

3.  Intra-articular  administration  of  penicillin 
is  unnecessary,  since  penicillin  levels  in  the 
synovial  fluid  of  inflamed  joints  approxi- 
mate serum  levels;  furthermore,  intra- 
articular  injection  per  se  may  produce  a 
toxic  synovitis. 

D.  Meningitis  and  endocarditis  due  to  the  gono- 
coccus require  high-dose  intravenous  penicil- 
lin therapy  (at  least  10  million  units  per  day) 
for  longer  periods:  usually  at  least  10  days  for 
meningitis  and  3-4  weeks  for  endocarditis. 

Gonococcal  Infection  in  Pediatric 
Patients 

Pediatric  patients  encompass  those  from  birth  to 
adolescence.  When  a child  is  post-pubertal  and/or 
weighs  over  100  pounds,  he  or  she  should  be  treated 
with  dosage  regimens  as  defined  above  for  adults. 

WITH  GONOCOCCAL  INFECTION  IN 
CHILDREN,  THE  POSSIBILITY  OF  CHILD 
ABUSE  MUST  BE  CONSIDERED! 

The  efficacy  of  therapeutic  regimens  for  uncom- 
plicated and  complicated  gonococcal  infections  of 
childhood  is  unproven  at  present. 


Prevention  of  Neonatal  Infection: 

All  pregnant  women  should  have  endocervical 
cultures  examined  for  gonococci  as  an  integral  part 
of  prenatal  care. 

Prevention  of  Gonococcal  Ophthalmia: 

A.  One  percent  silver  nitrate  (do  not  irrigate  with 
saline,  as  this  may  reduce  efficacy). 

B.  Ophthalmic  ointments  containing  tetracy- 
cline, erythromycin,  or  neomycin  are  also 
probably  effective. 

C.  NOT  RECOMMENDED:  Bacitracin  oint- 
ment (not  effective)  and  penicillin  drops  (sen- 
sitizing). 

Management  of  Infants  Born  to  Mothers  With 
Gonococcal  Infection: 

Orogastric  and  rectal  cultures  should  be  taken 
from  all  patients.  Blood  cultures  should  be  taken  if 
septicemia  is  suspected.  Aqueous  crystalline  peni- 
cillinG.  50.000 units/kg/day,  should  be  administered 
in  two  daily  doses  intravenously,  if  cultures  or 
Gram-stained  smears  reveal  gonococci.  The  dura- 
tion of  therapy  should  be  determined  by  clinical 
response.  In  suspected  septicemia,  an  aminogly- 
coside should  also  be  administered. 

Neonatal  Disease: 

A.  Gonococcal  ophthalmia:  Patient  should  be 
hospitalized.  Antimicrobial  agents:  Aqueous 
crystalline  penicillin  G,  50.000  units/kg/day. 
in  two  or  three  doses  intravenously  for  7 days, 
PLUS  frequent  saline  irrigations  and  instilla- 
tion of  penicillin,  tetracycline  or  chloram- 
phenicol eyedrops. 

B.  Complicated  infection:  Arthritis  and  septi- 
cemia should  be  treated  by  hospitalization  and 
administration  of  aqueous  crystalline  peni- 
cillin G,  75,000-100.000  units/kg/day.  in  four 
doses,  or  procaine  penicillin  G.  75.000- 

100.000  units/kg/day,  in  two  doses,  for  7 days. 
Meningitis  should  be  treated  with  aqueous 
crystalline  penicillin  G,  100.000  units/kg/day. 
divided  into  two  or  three  daily  intravenous 
doses  and  continued  for  at  least  10  days. 

C hildhood  Disease: 

Gonococcal  ophthalmia  should  be  treated  with 
hospitalization  and  by  the  administration  of  aqueous 
crystalline  penicillin  G intravenously,  75.000- 

100,000  units/kg/day,  in  four  doses,  or  pro- 
caine penicillin  G.  intramuscularly,  75.000-100.000 
units/kg/day,  in  two  doses,  for  7 days.  PLUS  saline 
irrigations  and  instillation  of  penicillin,  tetracycline 
or  chloramphenicol  eyedrops.  Topical  antibiotics 
alone  are  NOT  recommended  in  therapy  of  gono- 
coccal ophthalmitis.  The  source  of  the  infection 
must  be  identified. 

Uncomplicated  vulvovaginitis  and  urethritis 
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usually  do  not  require  hospitalization.  Both  may  he 
treated  at  one  visit  with  aqueous  procaine  penicil- 
lin G.  75.000-100,000  units/kg  intramuscularly,  and 
probenecid.  25  mg/kg  by  mouth.  Topical  and  sys- 
temic estrogen  therapy  are  of  no  benefit  in  vulvo- 
vaginitis. All  patients  should  have  followup  cul- 
tures, and  the  source  of  infection  should  be  identi- 
fied. examined  and  treated. 

Infection  complicated  by  peritonitis  or  arthritis 
should  be  treated  by  hospitalization  and  adminis- 
tration of  aqueous  crystalline  penicillin  G,  intra- 
venously. 75,000-100.000  units/kg/day,  in  four 
doses,  or  procaine  penicillin  G,  75,000-100,000 
units/kg/day  intramuscularly,  in  two  doses  for  7 


days. 

Treatment  of  patients  with  allergy  to  penicillin: 
Patients  under  6 years  of  age  should  be  treated  with 
erythromycin.  40  mg/kg/day,  in  four  doses  by 
mouth,  for  7 days,  for  uncomplicated  disease.  Com- 
plicated disease  should  be  treated  with  cephalothin, 
60-80  mg/kg/day  in  four  doses  intravenously,  for  7 
days.  Patients  older  than  6 may  be  treated  with  an 
oral  regimen  of  tetracycline,  25  mg/kg,  as  an  initial 
dose,  followed  by  40-60  mg/kg/day  in  four  doses, 
for  7 days,  or  an  intravenous  regimen  consisting  of 
tetracycline,  15-20  mg/kg/day,  in  four  doses,  for  7 
days. 


The  Board  of  Directors  of  the  Pine  Tree  Organization  invites  all  physicians  licensed  to  practice 
in  Maine  tojoin  the  organization.  A membership  application  follows.  Please  complete  it  and  forward 
it  to  Pine  Tree  Organization  for  Professional  Standards  Review,  Inc.  c/o  Richard  T.  Chamberlin, 
M.D.,  President.  P.O.  Box  706,  99  Western  Avenue,  Augusta,  Maine  04330. 


PINE  TREE  ORGANIZATION  FOR  PROFESSIONAL  STANDARDS  REVIEW,  INC. 

MEMBERSHIP  APPLICATION 


I.  , presently  admitted  to  practice  medicine  in  the  State  of  Maine,  hereby  ap- 

ply for  membership  in  the  Pine  Tree  Organization  for  Professional  Standards  Review,  Inc. 

I understand  that  there  are  no  financial  commitments  (i.e.  dues)  as  a condition  to  my  membership  and  that 
my  membership  shall  continue  as  long  as  I am  licensed  to  practice  medicine  in  the  State  of  Maine  or  until  I 
voluntarily  elect  to  resign.  Resignation  may  be  made  at  any  time  in  writing  directed  to  the  Clerk  of  Pine  Tree 
Organization  for  Professional  Standards  Review . Inc. 


Date 


Name 


Street 


City 


County 


I OLL  ME  66.  JAM  ARY  1975 


17 


Drug  therapy  reviews 


Edited  by  Russell  R.  Miller,  Pharm.D..  Ph.D. 


Clinically  Important  Drug  Interactions 

Russell  R.  Miller,  Pharm.D.,  Ph.D. 


The  following  table  includes  drug  interactions 
which  have  been  shown  to  be  clinically  significant 
in  man.  It  does  not  include:  (1)  interactions  that 
have  been  demonstrated  only  in  laboratory  animals, 
(2)  familiar  additive  or  synergistic  interactions  (e.g. 
alcohol  and  chloral  hydrate),  (3)  well-known  an- 
tagonistic interactions  (e.g.  alcohol  and  disulfiram), 
and  (4)  most  interactions  between  foods  and  drugs 
(e.g.  delayed  absorption  and  onset  of  action  of  pen- 
tobarbital when  taken  after  eatingL 
The  table  is  organized  by  drug  categories;  the 
categorization  is  the  same  as  that  used  in  the  Amer- 
ican Hospital  Formulary  Service.  Below  each  cate- 
gory title,  in  the  column  labeled  “Drug  A”  are  listed 
individual  drugs  or  groups  of  drugs  which  interact 
with  those  drugs  listed  in  the  “Drug  B“  column. 


Drug  Therapy  Reviews  is  supported  by  a grant  from  the  Bing- 
ham Associates  Fund. 

Dr.  Miller  is  Director  of  Clinical  Programs,  Department  of 
Pharmacy.  New  England  Medical  Center  Hospital,  Boston 
02111;  and  Assistant  Professor  of  Pharmacology,  Boston  Uni- 
versity School  of  Medicine. 

Dr.  Miller  is  supported  by  the  "Focus  on  Pharmacy”  program, 
a joint  project  of  the  Departments  of  Pharmacy  of  the  Maine 
Medical  Center.  Portland,  and  the  New  England  Medical  Center 
Hospital.  Boston.  Funds  for  this  program  are  provided  by  the 
Bingham  Associates  Fund. 

Address  reprint  requests  to  Dr.  Miller  at  Box  420.  New  England 
Medical  Center  Hospital,  Boston.  MA  02111. 


Unwanted  effects  which  may  occur  as  a result  of  an 
interaction  are  briefly  described  in  the  third  column. 
The  probable  mechanism  of  the  interactions  is  given 
in  the  fourth  column.  The  last  column  provides  doc- 
umentation. As  a convenience  for  those  who  may 
want  to  read  further,  most  of  the  citations  refer  to 
two  well  documented  drug  interaction  manuals  in- 
stead of  several  hundred  original  publications. 
These  manuals  are:  ( 1 ) the  American  Pharmaceuti- 
cal Association's  Evaluations  of  Drug  Interactions 
(and  its  supplement)  and  (2)  P.  D.  Hansten's  Drug 
Interactions.  These  are  the  most  useful  reference 
books  on  the  subject;  they  probably  should  be  made 
available  wherever  questions  on  drug  interactions 
frequently  arise. 

With  the  exception  of  interactions  between  drugs 
in  the  same  category,  all  interactions  are  listed  twice 
in  the  table.  Thus,  information  on  the  interaction  be- 
tween azathioprine  and  allopurinol  can  be  found 
under  both  azathioprine  (in  the  category  “Antineo- 
plastic Agents")  and  allopurinol  (in  the  category 
“Agents  Used  in  Gout”). 

Drug  categories  are  listed  in  the  table  in  the  same 
order  as  they  are  listed  in  the  American  Hospital 
Formulary  Service. 

The  decision  to  include  or  not  to  include  an  inter- 
action in  the  table  was  an  arbitrary  judgment  in  some 
cases.  Thus,  the  table  should  not  be  considered  a 
complete  compilation. 


Clinically  Important  Drug  Interactions 


Drug  A 

Drug  B 

Adverse  Effect 

Probable  Mechanism 

Reference 

Antibiotics  (8:12) 

Aminoglycoside  antibiotics' 

Ethacrymc  acid  (Edecrin) 

Ototoxicity 

Additive 

A-93 

Amphotericin  B (Fungizone)Digitalis  glycosides 

Digitalis  toxicity 

Hypokalemia 

H-l  10 

Cephalosporins 

Gentamicin 

Nephrotoxicity 

Unknown 

H-l  16 

Probenecid 

Increased  cephalosporin 

Inhibition  of  renal 

H-l  15 

toxicity 

excretion 

Cephaloridine  (Loridine) 

Furosemide  (Lasix) 

Nephrotoxicity 

Unknown 

H-l  16 

Chloramphenicol 

Oral  anticoagulants 

Increased  anticoagulant 

Inhibition  of  microsomal 

H-22 

effect 

enzyme  activity 

Diphenylhydantoin  (Dilantin) 

Diphenylhydantoin 

Inhibition  of  microsomal 

H-56 

toxicity 

enzyme  activity 

Tolbutamide  (Orinase)  and 

Enhanced  hypoglycemic 

Inhibition  of  microsomal 

AS-399 

Chlorpropamide  (Diabinese) 

effect 

enzyme  activity 

A-28 

Griseofulvin 

Barbiturates 

Decreased  serum  level  of 

Unknown 

A-68 

Oral  anticoagulants 

griseofulvin 

Decreased  anticoagulant 

Unknown 

A- 163 

effect 

Lincomycin  (Lincocin) 

Kaolin  (Kaopectate) 

Decreased  serum  level  of 

Absorption  of  lincomycin 

A-98 

lincomycin 


is 
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Drug  A 

Drug  8 

Adverse  Effect 

Probable  Mechanism 

Reference 

Neomycin 

Oral  anticoagulants 

Increased  anticoagulant 
effect 

Unknown 

H-28 

Tetracyclines 

Antacids  containing  calcium, 
magnesium,  or  aluminum 

Decreased  serum  level  of 
tetracyclines 

Formation  of  non-absorbable  A- 136 
complexes 

Dairy  products 

Decreased  serum  level  of 
tetracyclines 

Formation  of  non-absorbable  A- 136 
complexes 

Iron  preparations  (oral) 

Decreased  serum  level  of 
tetracyclines 

Formation  of  non-absorbable 
complexes 

AS-397 

Sodium  bicarbonate 

Decreased  serum  level  of 
tetracyclines 

Unknown 

H- 148 

Doxycycline  (Vibramycin) 

Barbiturates 

Decreased  serum  level  of 
doxycycline 

Induction  of  microsomal 
enzyme  activity 

Ref.  1 

Carbamazepine  (Tegretol) 
and  Diphenylhydantoin 
(Dilantin) 

Decreased  serum  level  of 
doxycycline 

Induction  of  microsomal 
enzyme  activity 

Ref.  2 

Antibiotics  (8:12) 

Tetracycline 

Oral  anticoagulants 

Increased  anticoagulant 
effect 

Unknown 

H-32 

Methoxyflurane  (Penthrane) 

Nephrotoxicity 

Unknown 

A-138 

Antibiotics  that  depress 

Anesthetics  that  depress 

Respiratory  arrest  or 

Synergistic  effects  on 

A-61 

neuromuscular  transmis- 

neuromuscular  transmis- 

prolonged  neuromuscular 

neuromuscular  transmis- 

sion2 

sion:* 

blockade 

sion 

Ether  and  curariform  drugs' 

Antituberculous  Agents  (8:16) 

Respiratory  arrest  or 
prolonged  neuromuscular 
blockade 

Synergistic  effects  on 
neuromuscular  transmis- 
sion 

A-65; 
A- 1 1 1 

Aminosalicylic  Acid  (PAS) 

Probenecid 

PAS  toxicity  due  to 
increased  blood  levels 

Inhibition  of  renal 
excretion 

H-l  14 

Isoniazid 

Diphenylhydantoin  (Dilantin) 

Diphenylhydantoin  toxi- 
city 

Inhibition  of  microsomal 
enzyme  activity 

A-5 1 

Antacids 

Decreased  serum  level  of 
isoniazid 

Delayed  and  depressed  ab- 
sorption 

Ref.  3 

Rifampin 

Sulfonamides  (8:24) 

Oral  anticoagulants 

Decreased  anticoagulant 
effect 

Induction  of  microsomal 
enzyme  activity 

Ref.  4 
Ref.  5 

Sulfaphenazole  (Sulfabid) 
Sulfisoxazole  (Gantrisin) 

Sulfonylurea  antidiabetic 
agents5 

Enhanced  hypoglycemic 
effect 

Unknown 

A- 147 

Nitrofurans  (8:36) 

Furazolidone  (Furoxone) 

Sympathomimetic  amines" 

Flypertensive  crisis 

Abrupt  release  of  accumu- 
lated norepinephrine 

A- 12 

Nitrofurantoin  (Furadan- 
tin,  Nlacrodantin) 

Probenecid 

Decreased  efficacy  of 
nitrofurantoin 

Inhibition  of  renal  tubular 
secretion 

A-l  14 

Antineoplastic  Agents  ( 10:00) 

Azathioprine  (Imuran)  and 
Mercaptopurine  (Purinethol) 

Allopurinol  (Zyloprim) 

Increased  toxicity  of 
antineoplastic  agents 

Inhibition  of  xanthine 
oxidase  by  allopurinol 

A- 105 

Methotrexate  Salicylates 

A ntiparkinsonism  Agents  (12:00) 

Increased  serum  level  of 
free  methotrexate 

Displacement  of  methotrex- 
ate from  binding  sites 

H-l  62 

Levodopa 

Pyridoxine 

Decreased  antiparkinson 
effect 

Increased  decarboxylation 
of  levodopa  peripherally 

A -96 

Monoamine  oxidase 
inhibitors7 

Flypertensive  crisis 

Abrupt  release  of  accumu- 
lated norepinephrine 

A-95 

Tricyclic  antidepressants" 

Decreased  antiparkinson 
effect 

Impaired  absorption 

In  press 

Adrenergic  Agents  ( 12: 12) 

Amphetamine  and  related 

Guanethidine  (Ismelin) 

Decreased  hypotensive 

Displacement  of  guanethi- 

A-70 

drugs" 

effect 

dine  from  site  of  action 

A-75 

Adrenergic  drugs  that  act 
mainly  by  releasing  nor- 

Reserpine 

Reduced  pressor  effects 
of  adrenergic  drugs 

Reserpine  pretreatment  de- 
pletes norepinephrine 

A-57 

epinephrine"' 

Sympathomimetic  amines6 

Monoamine  oxidase 
inhibitors7 

Hypertensive  crisis 

Abrupt  release  of  accumu- 
lated norepinephrine 

A-20 

AS-366 

Furazolidone  (Furoxone) 

Hypertensive  crisis 

Abrupt  release  of  accumu- 
lated norepinephrine 

A-20 

AS-366 
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Clinically  Important  Drug  Interactions 


Drug  A 

Drug  B 

Adverse  Effect 

Probable  Mechanism 

Reference 

Cyclopropane  and  halogena- 
ted  hydrocarbon  anesthe- 
tics" 

Arrhythmias 

Sensitization  of  heart  to 
catecholamines 

A-59 

A-76 

Iron  Preparations  (20:04.04) 

All  oral  preparations 

Magnesium  trisilicate 

Reduced  response  to  iron 
therapy 

Impaired  absorption  of  fer- 
rous sulfate 

H-232 

Tetracyclines 

Decreased  serum  level  of 
tetracyclines 

Formation  of  non-absorbable  AS-397 
complexes 

Anticoagulants  (20:12.04) 

All  oral  agents 

Aspirin 

Increased  anticoagulant 
effect 

Additive 

A- 155 

Barbiturates 

Decreased  anticoagulant 
effect 

Induction  of  microsomal 
enzyme  activity 

A- 168 

Chloral  Hydrate 

Transient  increase  in  anti- 
coagulant effect 

Displacement  of  anti- 
coagulant from  bind- 
sites 

A- 157 
Ref.  6 

Chloramphenicol 

Increased  anticoagulant 
effect 

Unknown 

H-22 

Cholestyramine  (Cuemid, 
Questran) 

Decreased  anticoagulant 
effect 

Binding  in  gastrointes- 
tinal tract 

Ref.  7 

Clofibrate  (Atromid-S) 

Increased  anticoagulant 
effect 

Displacement  of  antico- 
agulant from  binding  sites 

AS-405 

C-I7-alkylated  androgens12 

Increased  anticoagulant 
effect 

Unknown 

A- 166 

Disulfiram  (Antabuse) 

Increased  anticoagulant 
effect 

Inhibition  of  microsomal 
enzyme  activity 

H-24 

Ethchlorvynol  (Placidyl) 

Decreased  anticoagulant 
effect 

Induction  of  microsomal 
enzyme  activity 

H-39 

Glutethimide  (Doriden) 

Decreased  anticoagulant 
effect 

Induction  of  microsomal 
enzyme  activity 

A- 162 

Griseofulvin 

Decreased  anticoagulant 
effect 

Unknown 

A- 163 

Neomycin 

Increased  anticoagulant 
effect 

Unknown 

H-28 

Oxyphenbutazone  (Oxalid, 
Tandearil ) 

Increased  anticoagulant 
effect 

Displacement  of  antico- 
agulant from  binding 
sites 

A- 171 

Phenylbutazone  (Azolid, 
Butazolidin) 

Increased  anticoagulant 
effect 

Displacement  of  antico- 
agulant from  binding 
sites 

A- 171 

Quinidine  and  quinine 

Increased  anticoagulant 
effect 

Additive 

A- 173 

Rifampin 

Decreased  anticoagulant 
effect 

Induction  of  microsomal 
enzyme  activity 

Ref.  4 
Ref.  5 

Tetracycline 

Increased  anticoagulant 
effect 

Unknown 

H-32 

Thyroid  hormones 

Increased  anticoagulant 
effect 

Unknown 

A- 174 

Dicumarol 

Diphenylhydantoin 

Diphenylhydantoin  toxicity 

Competition  for  same 
metabolic  degradation 
site 

H-55 

Sulfonylurea  antidiabetic 
agents5 

Enhanced  hypoglycemic  ef- 
fect 

Inhibition  of  microsomal 
enzyme  activity 

H-73 

Digitalis  Glycosides  (24:04) 

All  preparations 

Amphotericin  B (Fungizone) 

Digitalis  toxicity 

Hypokalemia 

H-l  10 

Diuretics  (causing  potassium 
loss) 

Digitalis  toxicity 

Hypokalemia 

A-38 

Digitoxin 

Reserpine 

Arrhythmias 

Unknown 

A-42 

Barbiturates 

Decreased  serum  level  of 
digitoxin 

Induction  of  microsomal 
enzyme  activity 

H-224 

Cholestyramine  (Cuemid. 
Questran) 

Anliarrhythmic  Agents  (24:04) 

Decreased  serum  level  of 
digitoxin 

Binding  in  gastrointestinal 
tract 

H-225 

Propranolol  (Inderal) 

Antidiabetic  agents 

Enhanced  hypoglycemic  ef- 
fect 

Impairment  of  counterreg- 
ulation 

AS-378 
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Cl  ink  all  y Important  Dki<.  Interactions 


Drug  A 

Drug  R 

Adverse  Effect 

Probable  Mechanism 

Reference 

Quinidine 

Oral  anticoagulants 

Increased  anticoagulant 

Additive 

A- 173 

effect 

Reserpine 

Increased  antiarrhythmic 

Additive  when  both  drugs 

A- 130 

effects  and  toxicity  of 

are  initially  given  at 

quinidine 

same  time 

Quinidine  or  procainamide 
given  postoperatively 

Tubocurarine  (Tubarine) 

Recurarization 

Additive 

A- 152 

Hypocholesterolemic  Agents 

(24:06) 

Cholestyramine  (Cuemid. 

Digitoxin 

Decreased  serum  level  of 

Binding  in  gastrointes- 

H-225 

Questran) 

digitoxin 

tinal  tract 

Thyroid  hormones 

Reduced  response  to  thyroid 

Binding  in  gastrointes- 

A- 143 

tinal  tract 

Cholestyramine  (Cuemid. 

Decreased  anticoagulant  ef- 

Binding  in  gastrointes- 

Ref.  7 

Questran) 

feet 

tinal  tract 

Clofibrate  (Atromid-S) 

Oral  anticoagulants 

Increased  anticoagulant  ef- 

Displacement  of  anticoag- 

AS-405 

feet 

ulants  from  binding  sites 

Antihypertensive  Agents  (24:08) 

Guanethidine  (Ismelin) 

Alcohol 

Hypotension 

Additive 

AS-373 

Amphetamine  and  related 

Decreased  hypotensive  ef- 

Displacement  of  guanethi- 

A-70 

drugs51 

feet 

dine  from  site  of  action 

A-75 

Chlorpromazine 

Decreased  hypotensive  ef- 

Displacement  of  guanethi- 

Ref.  8 

feet 

dine  from  site  of  action 

Tricyclic  antidepressants" 

Decreased  hypotensive  ef- 

Inhibition  of  uptake  of 

A-71 

feet 

guanethidine  into  adre- 
nergic neurons 

Reserpine 

Digitalis 

Arrhythmias 

Unknown 

A-42 

Quinidine 

Arrhythmias 

Additive 

A- 130 

Adrenergic  drugs  that  act 

Reduced  pressor  effects  of 

Reserpine  pretreatment 

A-57 

mainly  by  releasing  nor- 
epinephrine10 

adrenergic  drugs 

depletes  norepinephrine 

General  Anesthetics  and  Muscle 

Relaxants  (28:04) 

Cyclopropane  and  haloge- 

Sympathomimetic  amines6 

Arrhythmias 

Sensitization  of  the 

A-59 

nated  hydrocarbon  anes- 
thetics 

heart  to  catecholamines 

A-76 

Methoxyflurane  (Penthrane)  Tetracycline 

Nephrotoxicity 

Unknown 

A- 138 

Thiamylal  (Surital) 

Chlorpromazine 

Orthostatic  Hypotension 

Additive 

A- 139 

Anesthetics  that  depress 

Antibiotics  that  depress 

Respiratory  arrest  or  pro- 

Synergistic  effects  on 

A-61 

neuromuscular  transmis- 

neuromuscular  transmis- 

longed  neuromuscular 

neuromuscular  transmis- 

sion2 

sion3 

blockade 

sion 

Ether  and  curariform  drugs 

4 Antibiotics  that  depress 

Respiratory  arrest  or  pro- 

Synergistic  effects  on 

A-65 

neuromuscular  transmis- 

longed  neuromuscular 

neuromuscular  transmis- 

A- 1 1 1 

sion3 

blockade 

sion 

Succinylcholine 

Echothiophate  Iodide 

Prolonged  apnea 

Reduced  pseudocholinester- 

H-229 

(Phospholine  Iodide) 

ase  activity 

Neuromuscular  blocking 

Quinidine  or  procainamide 

Recurarization 

Additive 

A- 152 

agents 

(given  postoperatively) 

Analgesics  (28:08) 

- 

Aspirin 

Oral  anticoagulants 

Increased  anticoagulant  ef- 

Additive 

A- 155 

feet 

Salicylates 

Probenecid  and  Sulfin- 

Decreased  uricosuric  effect 

Low  doses  of  salicylates 

H-240 

pyrazone  (Anturane) 

block  inhibition  of  tubular 
reabsorption  of  uric  acid 

A- 135 

Methotrexate 

Increased  serum  level  of 

Displacement  of  metho- 

H-62 

free  methotrexate 

trexate  from  binding 
sites 

Sulfonylurea  antidiabetic 

Enhanced  hypoglycemic  ef- 

Displacement  of  sulfonyl- 

A-26 

Indomethacin 

agents 

feet 

urea  from  binding  sites 

Aspirin 

Decreased  effect  of  indo- 

Decreased  and  delayed  ab- 

A-87 

methacin 

sorption  of  indomethacin 

Probenecid 

Increased  serum  level  of 

Competition  for  same  re- 

A-88 

Meperidine 

indomethacin 

nal  tubular  excretory 
mechanism 

Monoamine  oxidase  inhi- 

Excitation,  convulsions. 

Unknown 

A- 101 

bitors7 

hypertension  or  hypo- 
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Clinically  Important  Drug  Interactions 


Drug  A 

Drug  B 

Adverse  Effect 

Probable  Mechanism 

Referent 

tension,  death  (anecdotal 
reports  only) 

Oxyphenbutazone  (Oxalid. 
Tandearil) 

Oral  anticoagulants 

Increased  anticoagulant  ef- 
fect 

Displacement  of  antico- 
agulants from  binding 
sites 

A-I71 

Methandrostenolone 

(Dianabol) 

Increased  serum  levels  of 
oxyphenbutazone 

Unknown 

AS-387 

Phenylbutazone  (Azolid, 

Sulfonylurea  antidiabetic 

Enhanced  hypoglycemic  ef- 

Inhibition  of  microsomal 

A-l 

Butazolidin) 

agents 

feet 

enzyme  activity 

Oral  anticoagulants 

Increased  anticoagulant  ef- 
fect 

Displacement  of  antico- 
agulants from  binding 
sites 

A- 171 

Anticonvulsants  (28:12) 

Diphenylhydantoin 
(Dilantin)  (DPH ) 

Chloramphenicol 

DPH  toxicity 

Inhibition  of  microsomal 
enzyme  activity 

H-56 

Dicumarol 

DPH  toxicity 

Competition  for  same  meta- 
bolic degradation  site 

H-55 

Disulfiram  (Antabuse) 

DPH  toxicity 

Inhibition  of  microsomal 
enzyme  activity 

H-58 

Doxycycline  (Vibramycin) 

Decreased  serum  level  of 
doxycycline 

Induction  of  microsomal 
enzyme  activity 

Ref.  2 

Isoniazid 

DPH  toxicity 

Inhibition  of  microsomal 
enzyme  activity 

A-5 1 

Thyroid  hormone 

Increased  cardiac  toxicity 
of  thyroid 

Displacement  of  thyroid 
from  binding  sites 

H-179 

Carbamazepine  (Tegretol) 

Doxycycline  (Vibramycin) 

Decreased  serum  level  of 
doxycycline 

Induction  of  microsomal 
enzyme  activity 

Ref.  2 

Antidepressants  (28:16.04) 

Tricyclic  antidepressants" 

Estrogens 

Increased  antidepressant  ef- 
fect 

Unknown 

Ref.  9 

Guanethidine  (Ismelin) 

Decreased  hypotensive  ef- 
fect 

Inhibition  of  uptake  of 
guanethidine  into  adre- 
nergic neurons 

A-71 

Levodopa 

Decreased  antiparkinson 
effect 

Impaired  absorption  and/or 
enhanced  metabolism 

In  press 

Methylphenidate  (Ritalin) 

Increased  serum  levels  of 
antidepressant 

Inhibition  of  microsomal 
enzyme  activity 

H-200 

Monoamine  oxidase  inhi- 
bitors7 

CNS  stimulation,  hyper-  Unknown 

pyrexia,  convulsions,  coma, 
death  (anecdotal  reports  only) 

A-7 

AS-376 

Antipsychotic  agents 

Increased  antipsychotic 
and/or  antidepressant 
effect 

Inhibition  of  microsomal 
enzyme  activity 

Ref.  10 
Ref.  11 

Thyroid  hormones 

Increased  antidepressant 
effect 

Unknown 

A-84 

Monoamine  oxidase  in- 
hibitors7 

Antidiabetic  agents 

Enhanced  hypoglycemic  ef- 
fect 

Unknown 

AS-380 

Meperidine 

Excitation,  convulsions, 
hypertension  or  hypo- 
tension, death  (anecdotal 
reports  only) 

Unknown 

A- 101 

Levodopa 

Hypertensive  crisis 

Abrupt  release  of  ac- 
cumulated norepinephrine 

A-95 

Sympathomimetic  amines6 

Hypertensive  crisis 

Abrupt  release  of  ac- 
cumulated norepinephrine 

H-185 

Tyramine  in  food 
Antipsychotic  Agents  (28:16.08) 

Hypertensive  crisis 

Abrupt  release  of  ac- 
cumulated norepinephrine 

A-91 

Chlorpromazine 

Guanethidine  (Ismelin) 

Decreased  hypotensive  ef- 
fect 

Displacement  of  guane- 
thidine from  site  of  action 

Ref.  8 

Thiamyla!  (Surital) 

Orthostatic  hypotension 

Additive 

A- 139 

All  agents 

A norexiants  and  A naleptics 

Tricyclic  antidepressants" 
(28:20) 

Increased  antipsychotic 
and/or  antidepressant 
effect 

Inhibition  of  microsomal 
enzyme  activity 

Ref.  10 
Ref.  II 

Methylphenidate  (Ritalin) 

Tricyclic  antidepressants" 

Increased  serum  levels  of 
antidepressant 

Inhibition  of  microsomal 
enzyme  activity 

H-200 
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Cl  INICAl  LY  IMPORTANT  DrI  G INTERACTIONS 


Drug  A 

Drug  B 

Adverse  Effect 

Probable  Mechanism 

Reference 

Sedatives  ami  Hypnotics  (2 

8:24) 

Barbiturates 

Adrenal  corticosteroids 

Decreased  systemic  effects 
of  steroids 

Inhibition  of  endogenous 
steroid  production  and  in- 
duction of  microsomal 
enzyme  activity 

> > 
oc 

Oral  anticoagulants 

Decreased  anticoagulant  ef- 
fect 

Induction  of  microsomal 
enzyme  activity 

A- 168 

Digitoxin 

Decreased  serum  levels  of 
digitoxin 

Induction  of  microsomal 
enzyme  activity 

H-224 

Doxycycline  (Vibramycin) 

Decreased  serum  levels  of 
doxycycline 

Induction  of  microsomal 
enzyme  activity 

Ref.  1 

Griseofulvin 

Decreased  serum  levels  of 
griseofulvin 

Unknown 

A-68 

Chloral  Hydrate 

Oral  anticoagulants 

Transient  increase  in  anti- 
coagulant effect 

Displacement  of  anticoagu- 
lant from  binding  sites 

A- 1 57 
Ref.  6 

Ethchlorvynol  (Placidyl) 

Oral  anticoagulants 

Decreased  anticoagulant  ef- 
fect 

Induction  of  microsomal 
enzyme  activity 

H-39 

Glutethimide  (Doriden) 

Oral  anticoagulants 

Decreased  anticoagulant  ef- 
fect 

Induction  of  microsomal 
enzyme  activity 

A- 162 

Diuretics  (40:28) 

Agents  that  cause  potassium  Digitalis 

Increased  digitalis  toxicity 

Hypokalemia 

A-38 

Adrenal  corticosteroids 

Increased  potassium  loss 

Additive 

H-I7I 

Ethacrynic  Acid  (Edecrin) 

Aminoglycoside  antibiotics' 

Ototoxicity 

Additive 

A -93 

Furosemide  (Lasix) 

Cephaloridine  (Loridine) 

Nephrotoxicity 

Unknown 

H-l  16 

Thiazide  diuretics  Oral  hypoglycemic  agents 

Agents  Used  in  Gout  (40:40) 

Reduced  hypoglycemic  ef- 
fect 

Unknown 

A-29 

Allopurinol  (Zyloprim) 

Mercaptopurine  (Purinethol) 
and  Azathioprine  (Imuran) 

Increased  toxicity  of  anti- 
neoplastic drugs 

Inhibition  of  xanthine 
oxidase 

A- 105 

Probenecid 

Aminosalicylic  acid  (PAS) 

PAS  toxicity  due  to  in- 
creased blood  levels 

Inhibition  of  renal  excretion 

H-l  14 

Cephaloridine  (Loridine) 

Nephrotoxicity 

Inhibition  of  renal  excretion 

H-l  15 

Indomethacin 

Increased  serum  level  of 
indomethacin 

Competition  for  same  renal  A-88 
tubular  excretory  mechanism 

Nitrofurantoin  (Furadantin, 
Macrodantin) 

Decreased  efficacy  of  nitro- 
furantoin 

Inhibition  of  renal  tubular 
secretion  of  nitrofurantoin 

A-l  14 

Salicylates 

Decreased  uricosuric  effect 

Low  doses  of  salicylates 
block  inhibition  of  tubular 
reabsorption  of  uric  acid 

H-240 

Sulfinpyrazone  (Anturane) 

Salicylates 

Decreased  uricosuric  effect 

Low  doses  of  salicylates 
block  inhibition  of  tubular 
reabsorption  of  uric  acid 

A- 135 

Antacids  (56:04) 

Antacids 

lsoniazid 

Decreased  serum  level  of 
isoniazid 

Delayed  and  depressed  ab- 
sorption 

Ref.  3 

Tetracyclines 

Decreased  serum  level  of 
tetracyclines 

Formation  of  non-absorbable 
complexes 

A- 136 

Magnesium  trisilicate 

Ferrous  sulfate 

Reduced  response  to  iron 
therapy 

Impaired  absorption  of 
ferrous  sulfate 

H-232 

Sodium  bicarbonate 

Tetracyclines 

Decreased  serum  level  of 
tetracyclines 

Decreased  dissolution  and 
absorption  of  tetracycline 

H- 148 

Antidiarrheals  (56:08) 

Kaolin  (Kaopectate) 
Adrenal  Corticosteroids  (68 

Lincomycin  (Lincocin) 
:04) 

Decreased  serum  level  of 
lincomycin 

Absorption  of  lincomycin 

A-98 

All  steroids 

Barbiturates 

Decreased  systemic  effects 
of  steroids 

Inhibition  of  endogenous 
steroid  production  and 
induction  of  microsomal 
enzyme  activity 

A-34 

A-83 

Potassium-wasting  diuretics 

Increased  potassium  loss 

Additive 

H - 1 7 1 

Androgens  (68:08) 

Anabolic  steroids 

Antidiabetic  agents 

Enhanced  hypoglycemic  ef- 
fect 

Unknown 

H-71 

C-17-alkylated  androgens12 

Oral  anticoagulants 

Increased  anticoagulant 

Unknown 

A- 166 

effect 
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Clinically  Important  Drug  Infractions 


Drug  A 

Drug  B 

Adverse  Effect 

Probable  Mechanism 

Reference 

Methandrostenolone 

Oxyphenbutazone  (Oxalid, 
Tandearil) 

Increased  serum  levels  of 
oxyphenbutazone 

Unknown 

AS-387 

Estrogens  (68:16) 

All  agents 

Tricyclic  antidepressants" 

Increased  antidepressant 
effect 

Unknown 

Ref.  9 

Antidiabetic  Agents  (68:20) 

All  agents 

Anabolic  steroids 

Enhanced  hypoglycemic  ef- 
fect 

Unknown 

H-7I 

Monoamine  oxidase  in- 
hibitors7 

Enhanced  hypoglycemic  ef- 
fect 

Unknown 

AS-380 

Propranolol  (Inderal) 

Enhanced  hypoglycemic  ef- 
fect 

Impairment  of  counter- 
regulation 

AS-378 

Alcohol 

Enhanced  hypoglycemic  ef- 
fect 

Unknown 

A- 121 
A- 144 

Oral  agents 

Thiazide  diuretics 

Reduced  hypoglycemic  ef- 
fect 

Unknown 

A-29 

Sulfonylurea  antidiabetic 

Chloramphenicol 

Enhanced  hypoglycemic  ef- 

Inhibition  of  microsomal 

A-28 

agents5 

feet 

enzyme  activity 

AS-399 

Dicumarol 

Enhanced  hypoglycemic  ef- 
fect 

Inhibition  of  microsomal 
enzyme  activity 

H-73 

Phenylbutazone  (Azolid, 
Butazolidin) 

Enhanced  hypoglycemic  ef- 
fect 

Inhibition  of  microsomal 
enzyme  activity 

A-l 

Salicylates 

Enhanced  hypoglycemic  ef- 
fect 

Displacement  of  sulfonyl- 
urea from  binding  sites 

A-26 

Sulfaphenazole  (Sulfabid) 
and  sulfisoxazole  (Gantrisin) 

Enhanced  hypoglycemic  ef- 
fect 

Displacement  of  sulfonyl- 
urea from  binding  sites 

A- 147 

Thyroid  Hormones  (68:36) 

All  agents 

Cholestyramine  (Cuemid, 
Questran) 

Reduced  response  to  thyroid 
therapy 

Binding  in  gastrointestinal 
tract 

A- 143 

Diphenylhydantoin  (Dilantin)  Increased  cardiac  toxicity 

of  thyroid 

Displacement  of  thyroid 
from  binding  sites 

H-179 

Oral  anticoagulants 

Increased  anticoagulant  ef- 
fect 

Unknown 

A-I74 

Tricyclic  antidepressants" 

Increased  antidepressant 
effect 

Unknown 

A-84 

Vitamins  (88:00) 

Pyridoxine 

Levodopa 

Decreased  antiparkinson  ef- 
fect 

Increased  decarboxylation 
of  levodopa  peripherally 

A-96 

Miscellaneous 

Alcohol 

Antidiabetic  agents 

Enhanced  hypoglycemic  ef- 
fect 

Unknown 

A- 144 

Disulflram  (Antabuse) 

Oral  anticoagulants 

Increased  anticoagulant  ef- 
fect 

Inhibition  of  microsomal 
enzyme  activity 

H-24 

Diphenylhydantoin  (Dilantin)  DPH  toxicity 
(DPH ) 

Inhibition  of  microsomal 
enzyme  activity 

H-58 

Echothiophate  Iodide 
(Phospholine  Iodide) 

Succinylcholine 

Prolonged  apnea 

Reduced  activity  of  pseudo- 
cholinesterase 

H-229 

T yramine  in  foods 

Monoamine  oxidase  in- 
hibitors7 

Hypertensive  crisis 

Abrupt  release  of  accumu- 
lated norepinephrine 

A-91 

1.  Aminoglycoside  antibiotics  include  gentamicin,  kanamycin.  neomycin,  and  streptomycin. 

2.  Antibiotics  that  depress  neuromuscular  transmission  include  colistimethate,  kanamycin,  paromomycin,  polymixin  B,  streptomy- 
cin, and  viomycin. 

3.  Anesthetics  that  depress  neuromuscular  transmission  include  cyclopropane,  fluroxene,  halothane.  and  methoxyflurane. 

4.  Curariform  drugs  include  gallamine,  succinylcholine,  and  tubocurarine. 

5.  Sulfonylurea  antidiabetic  agents  include  acetohexamide,  tolazamide,  chlorpropamide,  and  tolbutamide. 

6.  Sympathomimetic  amines  include  amphetamines,  ephedrine,  epinephrine,  isoproterenol,  methylphenidate.  norepinephrine, 
phenylephrine,  and  tyramine  in  foods;  sympathomimetic  amines  are  also  found  in  many  nonprescription  cough,  cold,  and  sinus 
remedies,  including  nasal  decongestants. 

7.  Monoamine  oxidase  inhibitors  include  isocarboxazid,  pargyline,  phenelzine,  and  tranylcypromine. 

8.  Tricyclic  antidepressants  include  amitriptyline,  desipramine,  doxepin,  imipramine.  nortriptyline,  and  protriptyline. 

9.  Drugs  related  to  amphetamine  include  ephedrine.  methylphenidate,  and  methamphetamine. 

10.  Adrenergic  drugs  that  act  mainly  by  releasing  norepinephrine  include  ephedrine.  mephenteramine.  metaraminol.  and  metham- 
phetamine. 

1 1.  Halogenated  hydrocarbon  anesthetics  include  chloroform,  ethyl  chloride,  fluroxene.  halothane.  methoxyflurane.  and  trichloro- 
ethylene. 

12.  C- 17-alkylated  androgens  include  methandrostenolone,  norethandrolone,  and  oxymetholone. 
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THE  HAIRLESS.  ODORLESS  AXILLA:  AN  EXAMPLE  OF  SELECTIVE  END-ORGAN  UNRESPONSIVENESS 

TO  ANDROGEN  — Continued  from  Page  II 


thought  to  be  controlled  by  adrenal  androgens.2  Af- 
fected females  in  the  present  kindred  all  have  nor- 
mal pubic  hair  and  would  thus  not  be  expected  to 
have  decreased  androgens.  Normal  17-ketosteroids 
have,  in  fact,  been  demonstrated  in  the  three  cases 
who  could  be  studied.  One  possible  explanation  for 
the  failure  of  hair  and  sweat  to  appear  in  the  axillae 
might  be  a relative  end-organ  unresponsiveness 
under  the  control  of  a specific  gene.  Since  males  ap- 
parently are  not  affected  even  when  known  to  have 
the  gene,  then  possibly  exogenous  androgen  would 
stimulate  axillary  activity  in  affected  females.  If  a 
male  were  homozygous  for  this  characteristic,  then 
he  might  also  show  the  phenotype. 

For  the  moment,  this  genetic  aberration  repre- 


sents an  interesting  and  harmless  variation  from  the 
normal.  One  might  go  one  step  further  in  view  of  the 
amount  of  money  and  energy  spent  in  deodorizing 
and  depilating  normal  axillae  and  say  that  this 
phenotype  is  desirable.  Possibly  at  some  point  in  the 
future  when  genes  may  be  selectively  plucked  from 
their  chromosomes,  this  characteristic  may  become 
the  rule  rather  than  the  exception. 
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—News  From  Blue  Cross  and  Blue  Shield— 


“FEELING  GOOD”  CAN  HELP  YOUR  PATIENTS 

Health  educators  and  providers  alike  have  generally  come  to  the  conclusion  that  for  a preven- 
tive system  of  health  care  to  work  effectively,  the  health  consumer  himself  must  first  be  aware  of, 
and  be  responsible  for,  primary  preventive  maintenance  of  his  own  health. 

A new  public  television  program  which  has  received  strong  support  from  many  health  agen- 
cies, including  Maine  Blue  Cross  and  Blue  Shield,  is  currently  being  aired  on  both  WCBB  and  the 
Maine  Public  Broadcasting  Network,  and  is  designed  to  show  viewers  in  a very  entertaining  way 
how  to  care  for  their  own  health. 

The  experimental  series  — 26  hour-long  shows  to  be  broadcast  each  week  for  a full  year  — has 
been  characterized  as  television’s  most  ambitious  attempt  to  both  inform  people  and  motivate  them 
toward  healthier  living. 

It  is  the  first  program  to  be  created  for  adults  by  CTW,  pioneers  of  such  successful  TV 
productions  as  “Sesame  Street”  and  “The  Electric  Company.” 

Feeling  Good  will  employ  a variety-magazine  format  using  animation,  song,  dance,  comedy 
and  documentaries  to  treat  1 1 priority  health  topics:  alcohol  abuse,  cancer,  child  care,  exercise, 
dental  care,  the  health  care  delivery  system,  heart  disease,  hypertension,  mental  health,  nutrition 
and  prenatal  care.  Each  topic  will  be  treated  several  times  during  the  series’  first  year. 

Several  informational  and  behavioral  goals  have  been  developed  for  each  topic.  The  aim  is  to 
inform  people  about  the  symptoms  and  methods  of  avoiding  various  health  problems  to  motivate 
them  to  take  some  actions  in  preventing  their  occurrence  or  to  decrease  their  danger. 

The  underlying  philosophy  of  FeelingGood  is  that  people  have  more  control  over  their  health 
than  they  realize.  The  show  will  point  out  some  of  the  fundamentals  of  good  health  and  then  will 
pinpoint  how  people's  actions  play  an  important  role  in  the  kind  of  health  they  enjoy. 

Primary  target  audience  for  the  series  is  young  parents  who  play  major  roles  in  influencing  the 
health  of  their  immediate  families.  Of  particular  concern  to  the  producers  are  the  health  problems  of 
low-income  families. 

Major  underwriters  are  the  Corporation  for  Public  Broadcasting,  the  Robert  Wood  Johnson 
Foundation,  Exxon  Corporation,  and  the  Aetna  Fife  and  Casualty  Company.  Focal  WCBB 
broadcast  costs  are  covered  through  a grant  from  Maine  Blue  Cross  and  Blue  Shield. 

CTW  plans  an  extensive  national  outreach  project  centered  on  local  public  television  stations. 
This  will  involve  cooperation  with  national  health  organizations  and  unions  and  with  community 
level  medical,  health  and  education  groups. 

The  Workshop’s  community  education  service  division  (CES)  which  operates  seven  regional 
offices  across  the  country  staffed  by  specialists  in  outreach  work  with  the  urban  and  rural  poor,  will 
help  draw  attention  to  the  programs  and  encourage  community  members  to  take  advantage  of  the 
information  and  assistance  they  provide. 

Seminars,  briefings,  and  distribution  of  promotional  and  health  information  literature  are 
among  activities  planned  for  the  health  series.  We  urge  you  to  extend  the  potential  effectiveness  of 
the  series  by  making  your  patients  aware  of  it.  Further  information  about  the  series  can  be  obtained 
from  your  nearest  Public  Television  station  or  Maine  Blue  Cross  and  Blue  Shield. 
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lfA_ 
half-ounce 
prevention 


Use  itto  prevent  a topical  infection.  Ortotreatone  that’s  already  started. 

In  either  case,  it’s  good  medicine.  Whether  for  lacerations, 
burns,  open  wounds,  IV  catheter  or  surgical  aftercare. 

Neosporirf*  Ointment  provides  broad  antibacterial  coverage  against  common 
susceptible  pathogens.  And  since  it  containsthree  antibiotics  that  are 
rarely  used  systemically,  the  risk  of  sensitization  is  reduced. 
Neosporin  Ointment.  A half-ounce  of  prevention.  Also  available  in  a 
full  ounce  of  prevention  and  in  convenient  foil  packets. 

Neosporin  Ointment  carried  on  Apollo  and  Skylab  missions. 


Neosporin  Ointment 

(polymyxin  B-bacitracin-neomycin) 

Each  gram  contains:  Aerosporin®  brand  Polymyxin  B Sulfate  5,000  units;  zinc  bacitracin  400  units; 
neomycin  sulfate  5 mg  (equivalent  to  3.5  mg  neomycin  base);  special  white  petrolatum  qs. 

In  tubes  of  1 oz  and  1/2  oz  and  1/32  oz  (approx.)  foil  packets. 


ITI0NS:  Therapeutically,  used  as  an  adjunct  to  appropriate  systemic 
y for  topical  infections,  primary  or  secondary,  due  to  susceptible  organ- 
is  in:  • infected  burns,  skin  grafts,  surgical  incisions,  otitis  externa 
ary  pyodermas  (impetigo,  ecthyma,  sycosis  vulgaris,  paronychia)  • second- 
infected  dermatoses  (eczema,  herpes,  and  seborrheic  dermatitis) 
natic  lesions,  inflamed  or  suppurating  as  a result  of  bacterial  infection. 
phylactically.  the  ointment  may  be  used  to  prevent  bacterial  contamination 
is,  skin  grafts,  incisions,  and  other  clean  lesions.  For  abrasions,  minor  cuts 
iunds  accidentally  incurred,  its  use  may  prevent  the  development  of 
on  and  permit  wound  healing. 

tAINOICATIQNS:  Not  for  use  in  the  eyes  or  external  ear  canal  if  the  eardrum 
orated.  This  product  is  contraindicated  in  those  individuals  who  have 
hypersensitivity  to  any  of  the  components. 

NG:  Because  of  the  potential  hazard  of  nephrotoxicity  and  ototoxicity 
neomycin,  care  should  be  exercised  when  using  this  product  in  treating 
■ive  burns,  trophic  ulceration  and  other  extensive  conditions  where 


absorption  of  neomycin  is  possible.  In  burns  where  more  than  20  percent  of  the 
body  surface  is  affected,  especially  if  the  patient  has  impaired  renal  function 
or  is  receiving  other  aminoglycoside  antibiotics  concurrently,  not  more  than 
one  application  a day  is  recommended. 

PRECAUTIONS:  As  with  other  antibacterial  preparations,  prolonged  use  may 
result  in  overgrowth  of  nonsusceptible  organisms,  including  fungi.  Appropriate 
measures  should  be  taken  if  this  occurs. 

ADVERSE  REACTIONS:  Neomycin  is  a not  uncommon  cutaneous  sensitizer. 

Articles  in  the  current  literature  indicate  an  increase  in  the  prevalence  of  persons 
allergic  to  neomycin.  Ototoxicity  and  nephrotoxicity  have  been  reported 
(see  Warning  section). 

Complete  literature  available  on  request  from  Professional  Services  Dept.  PML. 


Burroughs  Wellcome  Co. 

Research  Triangle  Park 
North  Carolina  27709 


The  Role 

of  the 

Detail  Man 


Dr.  Willard  Gobbell 
Family  Physician 
Encino,  California 


Dr.  Jeremiah  Stamler 
Chairman 
Department  of  Community 
Health  and  Preventive 
Medicine,  and  Dingman 
Professor  of  Cardiology 
Northwestern  University 
Medical  School 


W'r'  t 


Dialogue 


“I  may  be  prejudiced,  but  I am 
very  much  in  favor  of  the  detail  men 
I meet.  Most  of  them  are  knowledge- 
able about  the  drugs  they  promote 
and  can  be  a great  help  in  acquaint- 
ing me  with  new  medication.” 

Family  Physician's  Perception 

I think  that  most  general 
practitioners  in  this  area  feel  as  I 
do  about  the  detail  man.  Over  the 
years  I have  gotten  to  know  most  of 
the  men  who  visit  me  regularly  and 
they  in  turn  have  become  aware  of 
my  particular  interests  and  the  na- 
ture of  my  practice.  They,  there- 
fore, limit  their  discussion  as  much 
as  possible  to  the  areas  of  interest 
to  me.  Since  I usually  see  the  same 
representative  again  in  future 
visits,  it  is  in  his  best  interest  to 
supply  me  with  the  most  honest, 
factual,  as  well  as  up-to-date 
information  about  his  products. 


“In  the  total  picture  of  dealing 
with  health  problems  in  this  country 
there  is  a potential  for  detail  men 
to  play  a meaningful  role.” 

The  Positive  Influence 

My  contact  with  representa- 
tives and  salesmen  of  the  pharma- 
ceutical industry  is  the  type  of  con- 
tact that  people  in  a medical  center, 
research  people,  and  academic 
people  have  and  that’s  in  all  likeliho 
on  a somewhat  different  level  from 
that  of  the  practicing  physician. 

Let  me  touch  on  how  I person- 
ally perceive  the  role  of  the  sales 
representative.  These  men  reach 
large  numbers  of  health  profes- 
sionals. Thus  they  could  be— and 
at  times  actually  are— dissemina- 
tors of  useful  information.  They 
could  consistently  serve  a real  edu- 
cational function  in  theirability  to 
discuss  their  products. 

At  present  they  do  distribute 
printed  material,  brochures  and 
pamphlets  — some  of  it  scientific- 
ally sound  and  therefore  truly  use- 
ful—as  well  as  some  excellent  film 
produced  by  the  pharmaceutical 
industry.  When  they  function  in  thi 


Is  He  a Source  of  Information? 

Yes,  with  certain  reservations. 
' The  average  sales  representative 
; has  a great  fund  of  information 
I about  the  drug  products  he  is  re- 
sponsible for.  He  is  usually  able  to 
: answer  most  questions  fully  and 
intelligently.  He  can  also  supply 
reprints  of  articles  that  contain  a 
great  deal  of  information.  Here, 
too,  I exercise  some  caution.  I usu- 
ally accept  most  of  the  statements 
and  opinions  that  I find  in  the 
papers  and  studies  which  come 
from  the  larger  teaching  facilities. 

It  goes  without  saying  that  a physi- 
cian should  also  rely  on  other 
sources  for  his  information  on 
pharmacology. 

Training  of  Sales  Representatives 

Ideally,  a candidate  for  the 
i position  as  a sales  representative 
of  a pharmaceutical  company 
should  be  a graduate  pharmacist 
who  has  a questioning  mind.  I don't 
think  this  is  possible  in  every  case, 
and  so  it  becomes  the  responsibility 


capacity  they  are  indeed  useful; 
particularly  in  the  fact  that  they 
disseminate  broadly  based  educa- 
tional material  and  serve  not  just 
1 as  “pushers”  of  their  drugs. 

The  Other  Side  of  the  Coin 

Obviously,  the  pharmaceuti- 
cal companies  are  not  producing  all 
this  material  as  a labor  of  love  — 
they  are  in  the  business  of  selling 
products  for  profit.  In  this  regard 
the  ambitious  and  improperly  moti- 
vated sales  representative  can 
exert  a negative  influence  on  the 
practicing  physician,  both  by  pre- 
sentinga  one-sided  picture  of  his 
product,  and  by  encouraging  the 
practitioner  to  depend  too  heavily 
on  drugs  for  his  total  therapy.  In 
these  ways,  the  salesman  has  often 
distorted  objective  reality  and 
undermined  his  potential  role  as  an 
educator. 

The  Industry  Responsibility 

Since  the  detail  man  must  be 
an  information  resource  as  well  as 
a representative  of  his  particular 
pharmaceutical  company,  he 
should  be  carefully  selected  and 


of  the  pharmaceutical  company  to 
train  these  individualscomprehen- 
sively.  It  is  of  very  great  importance 
that  the  detail  man’s  knowledge  of 
the  product  he  represents  be  con- 
stantly reviewed  as  well  as  up- 
dated. This  phase  of  the  sales  rep- 
resentative’s education  should  be  a 
major  responsibility  of  the  medical 
department  of  the  pharmaceutical 
company. 

I am  certain  that  most  of  these 
companies  take  special  care  to  give 
their  detail  men  a great  deal  of  in- 
formation about  the  products  they 
produce  — information  about  indi- 
cations, contraindications,  side 
effects  and  precautions.  Yet,  al- 
though most  of  the  detail  men  are 
well  informed,  some,  unfortunately, 
are  not.  It  might  be  helpful  if  sales 
representatives  were  reassessed 
every  few  years  to  determine 
whetheror  not  they  are  able  to  ful- 
fill their  important  function.  Inci- 
dentally, I feel  the  same  way  about 
periodic  assessments  of  everyone 


thoroughly  trained.  That  training, 
perforce,  must  be  an  ongoingone. 
There  must  be  a continuing  battle 
within  and  with  the  pharmaceutical 
industry  for  high  quality  not  only  in 
the  selection  and  training  of  its 
sales  representatives,  but  also  in 
the  development  of  all  of  its  promo- 
tional and  educational  material. 

The  industry  must  be  ready  to 
accept  constructive  as  well  as  cor- 
rective criticism  from  experts  in 
the  field  and  consumer  spokesmen, 
and  be  willing  to  accept  independ- 
ent peer  review.  The  better  edu- 
cated and  prepared  the  salesman 
is,  the  more  medically  accurate  his 
materials,  the  better  off  the  phar- 
maceutical industry,  health  pro- 
fessionals and  the  public— i.e.,  the 
patients  — will  be. 

Physician  Responsibility 

The  practicing  physician  is  in 
constant  need  of  up-dated  informa- 
tion on  therapeutics,  including 
drugs.  He  should  and  does  make 
use  of  drug  information  and  an- 
swers to  specific  questions  sup- 
plied by  the  pharmaceutical  repre- 
sentative. However,  that  informa- 


in the  health  care  field,  whether 
they  be  general  practitioners,  sur- 
geons or  salesmen. 

Value  of  Sampling 

I personally  am  in  favor  of 
limited  sampling.  I do  not  use 
sampling  in  order  to  perform  clini- 
cal testing  of  a drug.  I feel  that  drug 
testing  should  rightly  be  left  to  the 
pharmacology  researcher  and  to 
the  large  teaching  institutions 
where  such  testing  can  be  done  in 
a controlled  environment. 

I do  not  use  samples  as  a 
“starter  dose”  for  my  patients.  I do, 
however,  find  samples  of  drugs  to 
be  of  value  in  that  they  permit  me  to 
see  what  the  particular  medication 
looks  like.  I get  to  see  the  various 
forms  of  the  particular  medication 
at  first  hand,  and  if  it  is  in  a liquid 
form  I take  the  time  to  taste  it.  In 
that  way  I am  able  to  give  my  pa- 
tients more  complete  information 
about  the  particular  medications 
that  I prescribe  for  them. 


tion  must  not  be  his  main  source  of 
continuingeducation.  The  practi- 
tioner must  keep  up  with  what  is 
current  by  making  use  of  scientific 
journals,  refresher  courses,  and 
information  received  at  scientific 
meetings. 

The  practicing  physician  not 
only  has  the  right,  but  has  the  re- 
sponsibility to  demand  that  the 
pharmaceutical  company  and  its 
representatives  supply  a high  level 
of  valid  and  useful  information.  I 
feel  certain  that  if  such  a high  level 
is  demanded  by  the  physician  as 
well  as  the  public,  this  demand  will 
be  met  by  an  alert  and  concerned 
pharmaceutical  industry. 

From  my  experience,  my 
impression  is  that  sectors  of  the 
pharmaceutical  industry  are  indeed 
ethical.  I challenge  the  industry  as 
a whole  to  live  up  to  that  word  in  its 
finest  sense. 


Pharmaceutical 
Manufacturers  Association 
11 55  Fifteenth  Street,  N.W. 
Washington,  D.  C.  20005 
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ANDROSCOGGIN 

The  September  meeting  of  the  Androscoggin  County  Medical 
Association  was  held  at  Steckino’s  Restaurant,  Thursday,  Sep- 
tember 19,  1974.  The  meeting  was  called  to  order  by  the  Presi- 
dent, Dr.  Gerard  L.  Morin,  at  7:55  p.m. . with  34  members  pres- 
ent. 

The  minutes  of  the  previous  meeting  were  read  and  accepted. 

Letters  from  Dr.  Reeves  regarding  communicable  diseases 
were  read.  A letter  from  Dr.  Charles  A.  Hannigan  regarding  legal 
representation  for  Medicare  was  read. 

Members  volunteering  for  serving  on  Legislative  Committee: 
Drs.  Margaret  H.  Hannigan  and  Ross  W.  Green. 

Dr.  Hannigan  suggested  Scabies  and  Dr.  Carrier  suggested 
Carcinoma  as  discussion  problems  for  WC'BB. 

Report  of  the  Annual  House  of  Delegates  Meeting  was  given 
by  Dr.  Thomas  F.  Shields.  The  membership  was  informed  of  Dr. 
Charles  Steele’s  honor  in  receipt  of  the  Annual  Blue  Cross-Blue 
Shield  Award. 

Dr.  Herbert  J.  Wright,  Jr.  was  appointed  to  the  chairmanship 
of  PTO. 

The  1974  Resolution  regarding  Mental  Health  Care  was  re- 
ferred to  the  Fall  Meeting  of  the  M.M.A.  House  of  Delegates. 

The  1974  Resolution  requesting  that  3rd  Party  Insurance  com- 
panies be  reimbursed  equally  for  services  in  hospital  and  office 
was  approved  by  the  House  ofDelegates.  Dr.  Andre  P.  Marcotte 
suggested  that  if  an  important  proposal  is  to  be  made  to  the  House 
ofDelegates,  that  we  must  provide  sufficient  representation  to 
push  for  passage.  General  discussion  ensued.  Suggestion  has 
been  made  that  close  watch  be  kept  for  important  resolutions  or 
legislation  and  people  be  picked  to  represent  us. 

A motion  was  made  and  seconded  that  Diabetes  Week  be 
observed.  Dr.  Ralph  Zanca  was  nominated  and  duly  voted  as 
Chairman  for  Diabetes  Week  in  Androscoggin  County. 

Drs.  Richard  J.  Mutty  and  Cheong  K.  Leong  were  voted  to 
membership  in  Androscoggin  County  and  Maine  Medical  As- 
sociation. 

Discussion  relative  to  indiscreet  interviews  was  discussed.  Dr. 
Daniel  R.  Shields  moved  to  create  a committee  of  3 men,  includ- 
ing I member  from  the  credential  committee  of  each  hospital  to 
discuss  ethical  conduct  for  announcing  office  opening  or  public- 
ity. The  Amendment  Committee  should  make  guidelines  in 
printed  form  to  be  given  to  each  applicant  and  both  hospitals. 
This  was  seconded  and  voted.  Original  motion  seconded  and 
voted. 

New  Business:  Dr.  Charles  Hannigan  — Discussion  about 
Maine  Medical  School  Fund  decision  that  Maine  go  it  alone  and 
carry  the  first  2 years.  May  expect  student  in  Fall,  1976. 

Dr.  Margaret  Hannigan  suggested  that  we  have  greater  rep- 
resentation on  the  Maine  Medical  School  Committee. 

Dr.  Stanley  D.  Rosenblatt  raised  the  question  of  a new  contract 
being  written  by  Blue  Shield  as  to  80  percent  of  usual  and  reason- 
able fees  with  certain  individuals  getting  service  benefits. 

It  has  been  suggested  that  the  October  meeting  be  Husband 
and  Wife  dutch  treat  dinner  with  program  by  members  involved 
in  Family  Practice  Residency. 

Nominating  Committee  appointed:  Drs.  John  W.  Carrier, 
Chairman;  Gilbert  R.  Grimes  and  Thomas  F.  Shields. 

Meeting  was  adjourned  at  9:25  p.m. 

Louis  N.  Fishman,  M.D.,  Secretary  protem 


The  October  meeting  of  the  Androscoggin  County  Medical 
Association  was  held  at  Steckino’s  Restaurant,  Thursday,  Oc- 
tober 17,  1974.  The  meeting  was  called  to  order  by  the  President, 
Dr.  Gerard  L.  Morin,  at  8:(X)  p.m.,  with  32  members  and  their 
ladies  present.  Guests  for  the  evening  were  Dr.  John  D.  Denison, 
Dr.  and  Mrs.  C.  Philip  Lape,  and  Dr.  and  Mrs.  EricGoranson  of 
the  Family  Practice  Residency  Program. 


A very  short  business  meeting  was  held  following  a fine  sup- 
per. All  present  then  enjoyed  a very  informative  discussion  of  the 
Family  Practice  Residency  Program  presented  by  Drs.  Lape  and 
Denison.  Dr.  EricGoranson  discussed  his  views  of  the  program 
from  the  Resident’s  position. 

A lively  forum  which  included  the  ladies  present  followed. 

The  meeting  was  adjourned  at  9:45  p.m. 

Richard  M.  Swengel,  M.D..  Secretary 


CUMBERLAND 

The  388th  meeting  of  the  Cumberland  County  Medical  Society 
was  held  on  September  19,  1974  at  the  Homewood  Inn  in  Yar- 
mouth, Maine.  There  were  approximately  110  members  and 
guests  in  attendance  at  our  annual  outing. 

A hotly  contested  softball  game  ended  with  a final  score  of  24  to 
5.  Some  of  the  outstanding  Little  Leaguers  involved  in  the  con- 
test were  John  Bischoffberger.  Paul  Marston.  Tom  Martin.  Sr. 
and  our  perennial  umpire  Van.  Following  the  game,  the  dinner 
was  served  and  multiple  helpings  of  lobster  and  steak  consumed 
by  our  starving  membership. 

Under  the  able  direction  of  Stuart  McGuire,  Master  of  Cere- 
monies and  lead  singer,  the  Clam  Flats  presented  an  hour  of 
lively  entertainment.  John  Godsoe  shone  at  the  trumpet  while 
Wes  English  banged  on  the  banjo.  Joe  Stocks  tinkled  the  ivories 
and  Phil  Whitney  played  a soulful  saxophone.  Last  but  not  least 
was  Dave  Hotelling  in  the  percussion  section. 

Many  of  Stu’s  stories  would  bear  repeating  but  not  in  this 
column. 

Alfred  E.  Swett,  M.D.,  Secretary 


YORK 

The  October  meeting  of  the  YorkCounty  Medical  Society  was 
held  at  the  York  Hospital,  York.  Maine  on  Wednesday.  October 
9,  1974.  The  format  was  as  follows:  Social  Hour  6:30  p.m.. 
Dinner  7:30  p.m..  Business  Meeting  followed  presided  over  by 
Dr.  Carl  E.  Richards  of  Sanford,  President  of  the  York  County 
Medical  Society. 

The  speakers  were:  Terry  Gendron,  R.N.  of  Sanford  who 
spoke  on  "Down’s  Syndrome."  and  Frank  Long,  Senior  Medi- 
care Representative,  Union  Mutual  Medicare  Department.  Port- 
land. Maine  who  spoke  on  "Medicare  — How  It  Relates  to  the 
Physician.”  He  was  assisted  by  Richard  Hilton,  an  associate. 

There  was  extensive  audience  participation  replete  with  ques- 
tions and  answers  following  these  speakers. 

Dr.  James  H.  Stuart  of  York.  Maine  was  accepted  into  mem- 
bership. 

There  were  18  physicians  and  6 guests  present.  Two  new 
physicians  from  York.  Maine  were  introduced.  They  are  Drs. 
Dennis  Adamis  and  Thomas  Chayka. 

It  was  announced  that  the  combined  Annual  Meeting  of  the 
York  County  Medical  Society  and  its  Auxiliary  will  be  held  on 
January  8,  1975  at  the  Cascade  Inn.  Saco.  Maine  with  a Social 
Hour  at  6:30  p.m..  Dinner  at  7:30  p.m.  and  separate  business 
meetings  to  follow.  There  will  be  a prominent  speaker  and  danc- 
ing to  follow. 

It  was  also  announced  that  Diabetes  Week  was  to  be  observed 
November  17th  to  23rd.  All  physicians  were  urged  to  participate 
in  this  program. 

The  Committee  in  charge  of  arrangements  for  this  meeting  was 
made  up  of  Drs.  Kenneth  E.  Leigh  and  Lawrence  R.  Hazzard, 
both  of  York.  Maine. 

The  meeting,  a most  interesting  one.  was  adjourned  at  10:10 
p.m. 

Mi  i \ in  Bacon.  M.D..  Secretary 
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The  Use  of  Equalization  Tubes 
in  Nonsuppurative  Otitis  Media 

Loring  W.  Pratt,  M.D.,  F.A.C.S.* 


Nonsuppurative  otitis  media,  alias  serous  otitis 
media,  secretory  otitis  media  and  catarrhal  otitis 
media,  is  one  of  the  most  common  affections  of  the 
middle  ear.  It  is  a common  effusion  of  sterile  fluid 
within  the  middle  ear  of  the  greatest  economic 
significance  because  it  affects  small  children  in  great 
numbers. 

Because  its  primary  symptom  is  hearing  impair- 
ment, the  impact  of  this  disease  is  chiefly  upon  a 
group  of  individuals  at  a crucial  time  in  their  lives  so 
far  as  learning  and  development  is  concerned.  Im- 
pairment of  hearing  at  this  age  may  subtly,  but 
surely,  transform  a bright  into  a slow,  and  a slow 
into  a retarded  child.  The  retarded  may  become 
classified  as  untrainable  rather  than  trainable  or 
educable.  Thus,  hearing  impairment,  from  what- 
ever cause,  degrades  the  ability  of  the  individual  to 
learn. 

The  hearing  impairment  of  nonsuppurative  otitis 
media  is  correctable  and  it  is  therefore  crucial  that 
this  problem  be  recognized  promptly  and  accurately 
treated  to  minimize  the  resulting  economic  and  per- 
sonal loss. 

Early  efforts  to  prevent  healing  of  the  myring- 
otomy incision  were  made  by  Saissy  who  intro- 
duced a catgut  string  into  the  middle  ear  via  the 
myringotomy  to  keep  the  wound  from  healing. 
Fishbone  plugs  and  lead  wires  were  also  used.1 

Politzer  introduced  a hard  rubber  eyelet  in  the 
1860's.  This  was  a hollow,  grooved  rubber  stent 
designed  to  keep  the  myringotomy  wound  from 
healing.  These  procedures  were  not  highly  suc- 
cessful and  it  was  not  until  the  1950's  when  inert 
plastic  materials  made  the  use  of  equalization 


"“Chairman,  Department  of  Otolaryngology,  Thayer  Hospital, 
Waterville,  Maine  04901. 


tubes  practical. -J  Common  use  of  the  operating 
microscope  and  appropriate  instrumentation,  im- 
plementing the  concept  of  circumventing  the  ob- 
structed eustachian  tube,  all  forwarded  the  use  of 
equalization  tubes,  and  made  it  the  common  proce- 
dure it  is  today. 

The  etiology  of  all  forms  of  nonsuppurative  otitis 
media  is  eustachian  tube  incompetence,  which  may 
occur  for  many  different  reasons.  It  commonly  re- 
sults from: 

1.  Upper  respiratory  infection 

A.  Purulent 

B.  Viral 

2.  Allergic  rhinitis 

A.  Hyperplastic  rhinitis 

B.  Allergic  polyposis 

3.  Sinusitis 

A.  Acute 

B.  Chronic 

4.  Adenoid 

A.  Chronic  infection 

B.  Hypertrophy 

5.  Tumors  of  nasopharynx 

A.  Benign 

B.  Malignant 
1.  Cancer 

The  incidence  of  infectious  problems  producing 
nonsuppurative  otitis  media  is  much  greater  in  chil- 
dren, because  the  child’s  eustachian  tube  is  anatom- 
ically shorter,  relatively  more  open,  and  located 
more  horizontally  than  that  of  an  adult  (Figs.  1,2). 
This  permits  infection  to  ascend  more  readily  from 
the  infant  nasopharynx  to  infect  and  obstruct  the 
eustachian  tube,  giving  rise  to  nonsuppurative  as 
well  as  to  suppurative  disease  of  the  middle  ear. 

The  anatomical  structure  of  the  eustachian  tube 
bears  on  this  problem.4  The  orifice  of  the  cartilagi- 
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Fig.  1 . Diagram  showing  short,  nearly  horizontal,  relatively  wide 
eustachian  tube  typical  of  infant. 


Fig.  2.  Diagram  showing  large,  more  nearly  vertical,  relatively 
narrow  eustachian  tube  typical  of  adult. 


nous  part  of  the  tube,  the  torus  tubarius,  protrudes 
into  the  nasopharynx  where  its  posterior  wall,  the 
ala  tuba,  moves  into  the  Fossa  of  Rosenmuller  on 
swallowing.  The  presence  of  a mass  of  adenoid  tis- 
sue in  the  Fossa  of  Rosenmuller  interferes  with  its 
proper  opening  to  allow  air  to  pass  up  into  the  mid- 
dle ear.  This  explains  why  a large  midline  mass  of 
adenoid,  which  does  not  fill  the  Fossa  of  Rosenmul- 
ler, does  not  necessarily  interfere  with  the  function 
of  the  eustachian  tube. 

In  its  medial  portion  the  eustachian  tube  passes 
through  a cranial  foramen  and,  being  completely 
surrounded  by  bone,  frequently  becomes  occluded 
by  inflammatory  changes  which  take  place  within  its 
mucosal  or  submucosal  structure.5  The  presence  of 
deposits  of  lymphoid  tissue  within  the  submucosal 
stoma  of  the  eustachian  tube  provides  an  added 
source  of  swelling  and  obstruction  to  the  passage  of 


B.  Middle  Ear 

C.  Tympanic  membrane 

F.  Eustachian  Tube  — unobstructed 

air  up  the  lumen  of  the  eustachian  tube  into  the 
middle  ear. 

Normal  physiological  function  requires  an  air 
filled  middle  ear  with  internal  pressure  essentially 
equal  to  that  of  the  ambient  pressure  in  the  external 
ear  canal.  When  pressure  within  the  middle  ear  is 
reduced,  the  tympanic  membrane  is  pulled  in  or 
retracted  and  does  not  vibrate  as  efficiently  as  when 
internal  and  external  pressure  are  equal,  leaving  the 
tympanic  membrane  suspended  with  maximum  am- 
plitude of  vibration  possible  (Figs.  3 and  4).  If  pres- 
sure is  increased  within  the  middle  ear  (a  rarely 
encountered  clinical  situation  except  in  acute  otitis 
media,  purulent)  the  same  restriction  of  tympanic 
membrane  motion  ensues. 

Alteration  of  middle  ear  pressure,  without 
equalizing  it  with  ambient  external  air  pressure,  in- 
terferes with  the  transmission  of  sound  vibrations 
and  impairs  the  hearing. 

If  reduced  pressure  within  the  middle  ear  persists 
for  a prolonged  period,  not  only  is  the  tympanic 
membrane  retracted,  but  serous  fluid  accumulates 
in  the  middle  ear  as  a result  of  transudation  of  fluid 
from  the  capillary  bed.  The  transudate  lies  free  in 
the  middle  ear  cavity  (Figs.  5 and  6). 

In  more  prolonged  cases,  the  transudate  becomes 
inspissated  and  the  epithelium  of  the  middle  ear 
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Fig.  4.  Tympanographic  curve  showing  normal  middle  ear  func- 
tion with  peak  at  approximately  Omm  of  HzO  pressure.  Type  A 
Curve. 

mucosa  undergoes  metaplasia  producing  excessive 
numbers  of  goblet  cells.  s These  glands  produce 
thick  mucus  and  the  fluid  within  the  middle  ear 
becomes  thick  and  sticky  and  is  known  as  "glue 
ear.”  If  the  long  standing  effusion  has  become  con- 
taminated by  blood,  the  blood  pigment  contributes 
to  a Prussian  blue  appearance  of  the  tympanic 
membrane  and  contained  middle  ear  fluids.  This  is 
known  as  "blue  ear  drum.”9 

Acute  eustachian  tube  obstruction  resultingfrom. 
or  associated  with,  barotrauma  sometimes  causes 
capillary  rupture  and  fresh  blood  is  seen  in  the  mid- 
dle ear,  as  well  as  small  hemorrhagic  areas  within 
the  tympanic  membrane. 

There  are  two  types  of  nonsuppurative  otitis 
media,  acute  and  chronic.  Acute  nonsuppurative 
otitis  media  may  be  due  to  sudden  acute  eustachian 
tube  obstruction  secondary  to  acute  bacterial  or 
viral  upper  respiratory  obstruction.  This  sudden  ob- 
struction also  occurs  at  times  in  association  with 
episodes  of  acute  allergic  disease. 

In  the  presence  of  barotrauma,  an  eustachian  tube 
which  had  previously  been  functioning  in  adequate 
fashion,  may  suddenly  become  incompetent  and 
acute  nonsuppurative  otitis  media  ensues.  This  oc- 
curs in  both  flying  and  diving. 

The  usual  sequence  of  events  is  that,  on  ascent, 
air  streams  freely  from  the  eustachian  tube  into  the 
nasopharynx,  but  on  descent,  air  is  not  transported 
to  the  middle  ear  via  the  eustachian  tube.  If  the 
individual  is  unable  to  forceably  clear  his  ears  by 
yawning,  tongue  and  jaw  movements,  or  by  Val- 
salva maneuver,  the  eustachian  tube  obstruction 
may  persist  and  acute  nonsuppurative  otitis  media 
results.  With  the  establishment  of  reduced  pressure 
in  the  middle  ear,  the  series  of  events  outl  ined  above 
occurs  and  nonsuppurative  otitis  media  is  the  in- 
evitable result.  There  is  a great  deal  of  hazard  to 
those  who  fly  or  dive  in  the  presence  of  acute  upper 


fig.  5.  Diagramatic  representation  ot  middle  ear  in  case  of  non- 
suppurative otitis  media 

A.  External  auditory  canal 

B.  Middle  ear 

C.  Retracted  tympanic  membrane 

D.  Fluid  transudate  in  middle  ear 
F.  Obstructed  eustachian  tube 


Fig.  6.  Tympanographic  curve  showing  fiat  curve  demonstrating 
almost  complete  lack  of  motion  of  the  tympanic  membrane.  Type 
B Curve. 

respiratory  infection,  sinusitis  or  allergic  flareups. 

Although  pressure  changes  involved  in  both  div- 
ing and  flying  are  significant,  the  maximum  pressure 
change  in  flying  must  be  of  a magnitude  equal  to  or 
less  than  one  atmosphere.  Most  flying  produces 
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changes  far  less  than  one  atmosphere.  In  diving, 
however,  the  maximum  usual  pressure  change  is 
under  ten  atmospheres,  but  under  extreme  diving 
conditions  may  possibly  change  as  much  as  twenty 
atmospheres.  Fluctuations  of  one  to  four  atmos- 
pheres of  pressure  change  are  common. 

The  problems  encountered  in  flying  and  diving  are 
the  same.  Sudden  acute  reduced  pressure  within  the 
middle  ear  produces  a transudate  or  exudate  of  fluid 
and  often  capillary  rupture  and  bleeding  into  the 
middle  ear  and  within  the  substance  of  the  tympanic 
membrane.  These  changes  affect  the  mastoid  air 
cells  and  their  mucosal  lining  with  equal  severity. 

Chronic  nonsuppurative  otitis  media  occurs  most 
commonly  in  children,  but  may  be  seen  in  adults  as 
well.  The  disease  is  the  same  and  is  managed  in  the 
same  way. 

Eustachian  tube  obstruction  prevents  adequate 
ventilation  of  the  middle  ear.  Blood  circulation 
through  the  mucosa  Of  the  middle  ear  dissolves  ox- 
ygen from  the  middle  ear  cavity  thus  reducing  the 
pressure  within  the  cavity,  and  both  transudate  and 
exudate  result. 

In  long  standing  chronic  eustachian  tube  obstruc- 
tion, there  often  is  thick  mucoid  material  which  fills 
the  middle  ear  and  impairs  the  sound  transmission 
mechanism  by  means  of  the  presence  of  a mass  of 
thick  viscid  material.  This  material  impairs  the 
transmission  of  vibrations  of  both  the  tympanic 
membrane  and  the  auditory  ossicular  chain,  in  addi- 
tion to  retracting  the  tympanic  membrane.  This  is 
the  entity  commonly  called  “glue  ear.’’ 

The  diagnosis  of  nonsuppurative  otitis  media  is 
made  on  the  basis  of  several  findings. 

In  acute  disease,  the  history  is  usually  that  of  a 
stuffy  ear  following  a cold  or  allergic  flareup.  The 
history  associated  with  flying  is  that  of  difficulty 
“clearing”  the  ears  on  descent.  Among  divers,  the 
problem  of  clearing  the  ear  on  descent  is  often  then 
complicated  by  further  difficulty  “clearing”  on  the 
ascent.  There  is  usually  the  association  of  pain, 
sometimes  severe,  in  the  ear  and  mastoid  region, 
when  the  problem  arises  in  association  with  flying  or 
diving. 

In  the  less  acute  form  produced  by  respiratory 
infection  or  allergic  disease,  there  is  usually  no  as- 
sociated pain. 

In  both  cases,  the  patient  complains  of  au- 
tophony, hearing  impairment,  and  a stuffy  sensation 
which  involves  the  whole  side  of  the  head.  Some- 
times the  sensation  of  fluid  moving  within  the  mid- 
dle ear  is  noted. 

In  chronic  nonsuppurative  otitis  media,  the  com- 
plaint is  usually  only  that  of  hearing  loss.  Sometimes 
there  is  complaint  of  a stuffy  sensation  in  the  head, 
but  more  often  there  is  no  complaint  from  the  pa- 
tient, who  is  more  than  likelyachild.  Itis  usually  the 
school  teacher  or  the  parent  who  requests  consulta- 
tion because  of  hearing  impairment. 


Fig.  7.  Tympanographic  curve  showing  normal  middle  ear  func- 
tion, but  peaking  at  -200mm  of  H2O  pressure.  Type  C Curve. 

Symptoms 

1.  Acute  nonsuppurative  otitis  media 

A.  Hearing  impairment 

B.  Stuffy  ear 

C.  Autophony 

D.  Discomfort,  and/or  stuffiness  in  side  of 
head 

E.  Pain 

2.  Chronic  nonsuppurative  otitis  media 

A.  Hearing  impairment 

B.  Stuffy  ear 

C.  Autophony 

Although  the  diagnosis  of  nonsuppurative  otitis 
media  is  suggested  by  the  history,  the  definitive 
diagnosis  is  made  by  further  study  of  the  ear.  Ex- 
amination of  the  ear  by  otoscopy  reveals  an  essen- 
tially normal  or  slightly  injected  tympanic  mem- 
brane which  is  retracted.  Behind  the  drum  head  may 
be  seen  amber  or  yellowish  fluid,  sometimes  with 
bubbles  in  the  middle  ear  or  occasionally,  in  the 
acute  form,  fresh  blood  or  old  blood  may  be  seen. 
Severe  chronic  disease  occasionally  causes  blood 
pigment  to  be  liberated  into  the  middle  ear,  produc- 
ing the  characteristic  “blue  ear”  drum  head. 

Pneumatic  otoscopy  is  a useful,  simple  procedure 
which  readily  reveals  limitation  of  motion  of  the 
tympanic  membrane. 

Tuning  fork  tests  may  give  a variety  of  results, 
depending  upon  the  severity  of  the  disease.  These 
tests  should  be  made  with  a 5 12DV(C-2),  preferably 
steel,  tuning  fork.  Air  conducted  sound  may  be  bet- 
ter than  bone  conducted  sound  in  mild  problems, 
but  bone  conducted  sound  is  heard  better  than  air 
conducted  sound  in  the  more  prolonged  or  severe 
problems.  The  Weber  test  lateralizes  to  the  most 
severely  involved  ear,  but  remains  midline  in  dis- 
ease which  is  equally  severe  in  each  ear. 

Pure  tone  audiometry  is  nearly  normal  in  mild 
cases  and  may  show  that  air  conduction  is  better 
than  bone  conduction.  This  is  especially  true  if  there 


32 


1 HE  JOURNAL  (>l  1111  MAINE  MEDICAL  ASSOCIATION 


125  250  500  750  1000  1500  2000  3000  4000  6000  8000 


B 


Fig.  8.  Diagramatic  representation  of  middle  ear  showing  equali- 
zation tube  in  place 

A.  External  auditory  canal 

B.  Middle  ear 

C.  Tympanic  membrane  in  normal  position 

E.  Equalization  tube 

F.  Obstructed  eustachian  tube 

are  air  bubbles  in  the  middle  ear.  Severe  disease 
markedly  impairs  the  sensitivity  of  air  and  bone 
conduction  at  normal  levels. 

Impedance  audiometry,  which  normally  pro- 
duces a Type  A Curve  (Fig.  4),  shows  eitheraType 
B or  aTypeC  Curve  (See  Figs.  6 and  7).  The  Type  C 
Curve  is  found  in  those  ears  which  contain  bubbles 
of  air,  and  the  reading  is  considered  significant  if  the 
curve  peaks  at  a negative  pressure  of  minus  150mm 
of  H2O  or  more.  The  Type  B Curve  is  seen  in  ears 
which  are  completely  full  of  fluid,  in  which  the  tym- 
panic membrane  is  virtually  immobile. 

The  treatment  of  nonsuppurative  otitis  media  has 
two  objectives.  The  first  is  the  relief  of  the  pressure 
differential  between  the  external  ear  canal  and  the 
middle  ear.  This  may  be  accomplished  by  the  use  of 
nasal  vasoconstrictors,  systemic  vasoconstrictors, 
antihistamines  and  Valsalva  maneuver.  Catheteri- 
zation of  the  eustachian  tube  with  inflation  and/or 
bougienage  has  been  used  in  the  past,  but  is  not  in 
favor  today. 

Current  definitive  therapy  consists  of  paracen- 
tesis of  the  tympanic  membrane,  aspiration  of  fluid 
contained  within  the  middle  ear  and  the  insertion  of 
a plastic  tube  through  the  opening  made  in  the  tym- 
panic membrane,  so  that  as  the  incision  heals,  the 


Fig.  9.  Diagram  showing  conductive  hearing  loss  secondary  to 
nonsuppurative  otitis  media. 


Fig.  10.  Diagram  showing  audiogram  of  same  patient  as  in  Figure 
6,  three  days  after  insertion  of  equalization  tube  into  middle  ear. 


membrane  heals  around  a plastic  tube  that  provides 
a channel  through  which  air  may  pass  from  the 
external  canal  into  the  middle  ear,  and  thus  equalize 
the  pressure  between  the  middle  ear  and  the  exter- 
nal canal.  This  promptly  improves  the  hearing1112 
(Figs.  8,  9 and  10).  This  procedure  is  customarily 
performed  with  the  aid  of  the  operating  microscope, 
and  the  incision  and  the  equalization  tube  are  lo- 
cated in  the  anterior  inferior  quadrant  of  the  tym- 
panic membrane.  There  is  a great  variety  of  tubes 
(Fig.  1 1 ) which  are  used,  but  the  purpose  and  under- 
lying principle  of  each  is  the  same.  The  exact  shape 
of  the  tube  is  not  important,  but  it  would  seem  the 
essential  characteristics  of  a tube  would  be  an  ade- 
quate lumen  to  permit  equalization  of  air  pressure 
within  the  middle  ear,  a flange  large  enough  to  retain 
the  tube,  a minimal  mass  of  foreign  body  in  the 
middle  ear,  an  inert  material  which  produces  no 
inflammatory  change  and  which  does  not  collect 
secretions  which  may  obstruct  its  lumen.  The  tubes 
are  either  extruded  spontaneously  or  are  removed 
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Fig.  11.  Illustrations  showing  variety  of  tubes  available  for  use  as  ventilating  tubes. 


A.  Armstrong  — beveled  grommet  — long. 

B.  Regular  — small  ventilating  tube. 

C.  Regular  — large  ventilating  tube. 

D.  Fuerstein  ventilating  tube. 

E.  J.  S.  K.  split  teflon  drain  tube. 

F.  Perlee  — long  term  — posterior  placement. 

G.  Perlee  — long  term  — anterior  superior  placement. 

H.  Arrow  — Lindeman  — Silverstein. 

I.  Gross. 

J.  Shepard  drain  tube  with  steel  wire. 

K.  Armstrong  beveled  grommet  — short. 

L.  Collarbutton  with  molded  plastic  bristle  foraid  in  removal. 

M.  Shepard  grommet  with  molded  plastic  bristle  for  aid  in 

removal. 

N.  Armstrong  — beveled  grommet. 

O.  Reuter  bobbin  — stainless  steel  for  long  term  use. 


P.  Donaldson  tube. 

Q.  Donaldson  tube  with  molded  plastic  bristle  for  aid  in  re- 

moval. 

R.  Collar  button  tube  — to  illustrate  actual  sizes  of  tubes. 

All  of  these  tubes  are  used  with  the  lower  end  (as  drawn) 
through  the  tympanic  membrane.  In  all  cases,  this  is  the  small 
flange,  with  the  exception  of  H and  I,  where  the  large  mass  of  the 
tube  is  placed  within  the  middle  ear.  These  tubes  (FI  and  I)  are  so 
used  to  prevent  an  atelectatic  middle  ear  from  applying  the  flange 
of  the  tube  to  the  promontory  and  thus  obstructing  its  lumen. 

These  diagrams  were  redrawn  from  illustrations  used  in  the 
catalogues  of  Richards  Manufacturing  Company,  Memphis, 
Tennessee  and  Xomed  Division  of  Xomox  Corporation,  Cincin- 
nati, Ohio.  The  illustrations  are  used  with  their  permission. 

Continued  on  Page  35 
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Vherever  it  hurts,  Empirin 
Compound  with  Codeine  usually 
provides  the  symptomatic 
elief  needed. 


n flu  and  associated  respiratory 
nfection,  Empirin  Compound 
vith  Codeine  provides  an 
intitussive  bonus  in  addition  to 
elief  of  pain  and  bodily 
iiscomfort. 


prescribing  convenience: 

up  to  5 refills  in  6 months, 
at  your  discretion  (unless 
estricted  by  state  law);  by 
elephone  order  in  many  states. 


impirin  Compound  with 
Codeine  No.  3,  codeine 
phosphate*  32.4  mg.  (gr.  V2); 
'lo.  4,  codeine  phosphate* 

54.8  mg.  (gr.  1)  ^Warning— may 
3e  habit-forming.  Each  tablet 
also  contains:  aspirin  gr.  3Y2, 
Dhenacetin  gr.  2V2,  caffeine 
?r.  y2. 


EMPIRIN 

COMPOUND 

c CODEINE 


WHEN  FLU  HITS  AND 

HURTS 


ft 

Wellcome 


Burroughs  Wellcome  Co. 

Research  Triangle  Park 
North  Carolina  27709 


#3,  codeine  phosphate*  (32.4  mg.)  gr.  Vi 
#4,  codeine  phosphate*  (64.8  mg.)  gr.  1 


The  Role 
of  the 
Detail  Man 


Dr.  Willard  Gobbell 
Family  Physician 
Encino,  California 


Dr.  Jeremiah  Stamler 
Chairman 
Department  of  Community 
Health  and  Preventive 
Medicine,  and  Dingman 
Professor  of  Cardiology 
Northwestern  University 
Medical  School 


Dialogue 


“I  may  be  prejudiced,  but  I am 
very  much  in  favor  of  the  detail  men 
I meet.  Most  of  them  are  knowledge- 
able about  the  drugs  they  promote 
and  can  be  a great  help  in  acquaint- 
ing me  with  new  medication.” 

Family  Physician's  Perception 

I think  that  most  general 
practitioners  in  this  area  feel  as  I 
do  about  the  detail  man.  Over  the 
years  I have  gotten  to  know  most  of 
the  men  who  visit  me  regularly  and 
they  in  turn  have  become  aware  of 
my  particular  interests  and  the  na- 
ture of  my  practice.  They,  there- 
fore, limit  their  discussion  as  much 
as  possible  to  the  areas  of  interest 
to  me.  Since  I usually  see  the  same 
representative  again  in  future 
visits,  it  is  in  his  best  interest  to 
supply  me  with  the  most  honest, 
factual,  as  well  as  up-to-date 
information  about  his  products. 


“In  the  total  picture  of  dealing 
with  health  problems  in  this  country, 
there  is  a potential  for  detail  men 
to  play  a meaningful  role.” 

The  Positive  Influence 

My  contact  with  representa- 
tives and  salesmen  of  the  pharma- 
ceutical industry  is  the  type  of  con- 
tact that  people  in  a medical  center, 
research  people,  and  academic 
people  have  and  that’s  in  all  likelihoo 
on  a somewhat  different  level  from 
that  of  the  practicing  physician. 

Let  me  touch  on  how  I person- 
ally perceive  the  role  of  the  sales 
representative.  These  men  reach 
large  numbers  of  health  profes- 
sionals. Thus  they  could  be— and 
at  times  actually  are  — dissemina- 
tors of  useful  information.  They 
could  consistently  serve  a real  edu- 
cational function  in  theirability  to 
discuss  their  products. 

At  present  they  do  distribute 
printed  material,  brochures  and 
pamphlets  — some  of  it  scientific- 
ally sound  and  therefore  truly  use- 
ful—as  well  as  some  excellent  films 
produced  by  the  pharmaceutical 
industry.  When  they  function  in  this 


Is  He  a Source  of  Information? 

Yes,  with  certain  reservations. 
The  average  sales  representative 
has  a great  fund  of  information 
about  the  drug  products  he  is  re- 
sponsible for.  He  is  usually  able  to 
answer  most  questions  fully  and 
intelligently.  He  can  also  supply 
reprints  of  articles  that  contain  a 
great  deal  of  information.  Here, 
too,  I exercise  some  caution.  I usu- 
ally accept  most  of  the  statements 
and  opinions  that  I find  in  the 
papers  and  studies  which  come 
from  the  larger  teaching  facilities. 

It  goes  without  saying  that  a physi- 
cian should  also  rely  on  other 
sources  for  his  information  on 
pharmacology. 

Training  of  Sales  Representatives 

Ideally,  a candidate  for  the 
position  as  a sales  representative 
of  a pharmaceutical  company 
should  be  a graduate  pharmacist 
who  has  a questioning  mind.  I don’t 
think  this  is  possible  in  every  case, 
and  so  it  becomes  the  responsibility 


capacity  they  are  indeed  useful; 
particularly  in  the  fact  that  they 
disseminate  broadly  based  educa- 
tional material  and  serve  not  just 
as  “pushers”  of  their  drugs. 

The  Other  Side  of  the  Coin 

Obviously,  the  pharmaceuti- 
cal companies  are  not  producing  all 
this  material  as  a labor  of  love  — 
they  are  in  the  business  of  selling 
products  for  profit.  In  this  regard 
the  ambitious  and  improperly  moti- 
vated sales  representative  can 
exert  a negative  influence  on  the 
practicing  physician,  both  by  pre- 
senting a one-sided  picture  of  his 
product,  and  by  encouraging  the 
practitioner  to  depend  too  heavily 
on  drugs  for  his  total  therapy.  In 
these  ways,  the  salesman  has  often 
distorted  objective  reality  and 
undermined  his  potential  role  as  an 
educator. 

The  Industry  Responsibility 

Since  the  detail  man  must  be 
an  information  resource  as  well  as 
a representative  of  his  particular 
pharmaceutical  company,  he 
should  be  carefully  selected  and 


of  the  pharmaceutical  company  to 
train  these  individuals  comprehen- 
sively. It  is  of  very  great  importance 
that  the  detail  man’s  knowledge  of 
the  product  he  represents  be  con- 
stantly reviewed  as  well  as  up- 
dated. This  phase  of  the  sales  rep- 
resentative’s education  should  be  a 
major  responsibility  of  the  medical 
department  of  the  pharmaceutical 
company. 

I am  certain  that  most  of  these 
companies  take  special  care  to  give 
their  detail  men  a great  deal  of  in- 
formation about  the  products  they 
produce— information  about  indi- 
cations, contraindications,  side 
effects  and  precautions.  Yet,  al- 
though most  of  the  detail  men  are 
well  informed,  some,  unfortunately, 
are  not.  It  might  be  helpful  if  sales 
representatives  were  reassessed 
every  few  years  to  determine 
whether  or  not  they  are  able  to  ful- 
fill their  important  function.  Inci- 
dentally, I feel  the  same  way  about 
periodic  assessments  of  everyone 


thoroughly  trained.  That  training, 
perforce,  must  be  an  ongoing  one. 
There  must  be  a continuing  battle 
within  and  with  the  pharmaceutical 
industry  for  high  quality  not  only  in 
the  selection  and  training  of  its 
sales  representatives,  but  also  in 
the  development  of  all  of  its  promo- 
tional and  educational  material. 

The  industry  must  be  ready  to 
accept  constructive  as  well  as  cor- 
rective criticism  from  experts  in 
the  field  and  consumer  spokesmen, 
and  be  willing  to  accept  independ- 
ent peer  review.  The  better  edu- 
cated and  prepared  the  salesman 
is,  the  more  medically  accurate  his 
materials,  the  better  off  the  phar- 
maceutical industry,  health  pro- 
fessionals and  the  public— i.e.,  the 
patients— will  be. 

Physician  Responsibility 

The  practicing  physician  is  in 
constant  need  of  up-dated  informa- 
tion on  therapeutics,  including 
drugs.  He  should  and  does  make 
use  of  drug  information  and  an- 
swers to  specific  questions  sup- 
plied by  the  pharmaceutical  repre- 
sentative. However,  that  informa- 


in the  health  care  field,  whether 
they  be  general  practitioners,  sur- 
geons or  salesmen. 

Value  of  Sampling 

I personally  am  in  favor  of 
limited  sampling.  I do  not  use 
sampling  in  order  to  perform  clini- 
cal testing  of  a drug.  I feel  that  drug 
testing  should  rightly  be  left  to  the 
pharmacology  researcher  and  to 
the  large  teaching  institutions 
where  such  testing  can  be  done  in 
a controlled  environment. 

I do  not  use  samples  as  a 
“starter  dose”  for  my  patients.  I do, 
however,  find  samples  of  drugs  to 
be  of  value  in  that  they  permit  me  to 
see  what  the  particular  medication 
looks  like.  I get  to  see  the  various 
forms  of  the  particular  medication 
at  first  hand,  and  if  it  is  in  a liquid 
form  I take  the  time  to  taste  it.  In 
that  way  I am  able  to  give  my  pa- 
tients more  complete  information 
about  the  particular  medications 
that  I prescribe  for  them. 


tion  must  not  be  his  main  source  of 
continuingeducation.  The  practi- 
tioner must  keep  up  with  what  is 
current  by  making  use  of  scientific 
journals,  refresher  courses,  and 
information  received  at  scientific 
meetings. 

The  practicing  physician  not 
only  has  the  right,  but  has  the  re- 
sponsibility to  demand  thatthe 
pharmaceutical  company  and  its 
representatives  supply  a high  level 
of  valid  and  useful  information.  I 
feel  certain  that  if  such  a high  level 
is  demanded  by  the  physician  as 
well  as  the  public,  this  demand  will 
be  met  by  an  alert  and  concerned 
pharmaceutical  industry. 

From  my  experience,  my 
impression  is  that  sectors  of  the 
pharmaceutical  industry  are  indeed 
ethical.  I challenge  the  industry  as 
a whole  to  live  up  to  that  word  in  its 
finest  sense. 


Pharmaceutical 
Manufacturers  Association 
11 55  Fifteenth  Street,  N.  W. 
Washington,  D.  C.  20005 


Keeping  things  in  balance-/ 


Antivert  / 25  Tablets 

( 25  mg.  meclizine  HC1) 


"INDICATIONS.  Based  on  a review  of  this  drug  by  the  National  Academy  of 
Sciences-Narional  Research  Council  and/or  other  information,  FDA  has  classi- 
fied the  indications  as  follows:  , 

Effective  Management  of  nausea  and  vomiting  and  dizziness  associated  with 

motion  sickness  ,, 

Possibly  Effective:  Management  of  vertigo  associated  with  diseases  affecting 

the  vestibular  system.  cl 

Final  classification  of  the  less  than  effective  indications  requires  further 

investigation 

CONTRAINDICATIONS  Administration  of  Antivcrt  during  pregnancy  or  to 
women  who  may  become  pregnant  is  contraindicated  in  view  of  the  teratogenic 

effect  of  the  drug  in  rats  , , , , , 

The  administration  of  meclizine  to  pregnant  rats  dunng  the  1 2- 1 5 day  of  gestation 


has  produced  cleft  palate  in  the  offspnng  Limited  studies  using  doses  of  over  100 
mgAg  /day  in  rabbits  and  10  mg/kg7day  in  pigs  and  monkeys  did  not  show  cleft 
palate.  Congeners  of  meclizine  have  caused  cleft  palate  in  species  other  than  the  rat 
Meclizine  HC1  is  contraindicated  in  individuals  who  have  shown  a previous 

hypersensitivity  to  it  , , 

WARNINGS  Since  drowsiness  may,  on  occasion,  occur  with  use  of  this  drug 
panents  should  be  warned  of  this  possibility  and  cautioned  against  dnving  a car  oi 
operating  dangerous  machinery  . . , . 

Usage  m Children:  Clinical  studies  establishing  safety  and  effecnveness  in  childrer 
have  not  been  done,  therefore,  usage  is  not  recommended  in  the  pediatric  age  group 
Usage  in  Pregnancy  Sec  “Contraindications  nAAD|^ 

ADVERSE  REACTIONS  Drowsiness,  dry  nvUnlV3  HufiV* 
mouth  and,  on  rare  occasions,  blurred  vision  A division  of  Pfizer  Pharmaceutical: 
have  been  reported.  New  York.  New  York  1001 7 


when  the  eustachian  tube  has  been  adjudged  to  have 
returned  to  its  normal  functional  state. 

The  second  objective  of  treatment  is  directed  at 
improving  the  condition  of  the  eustachian  tube  and 
returning  it  to  a normal  functional  state.  The  exact 
routine  of  the  treatment  depends  entirely  on  the 
characteristics  of  the  underlying  problem.  If  the 
episode  resulted  as  an  acute  process  from  baro- 
trauma, further  barotrauma  should  be  avoided  and 
the  eustachian  tube  should  be  given  an  opportunity 
to  return  to  normal.  Systemic  and  local  vasocon- 
strictors are  helpful  in  this.  The  usual  course  of  this 
problem  runs  from  two  to  three  weeks.  Most  cases 
clear  up  in  this  length  of  time  on  this  regime. 

Hyperplastic  nasopharyngeal  lymphoid  tissue, 
especially  that  located  in  the  Fossa  of  Rosenmuller, 
should  be  removed  surgically  to  prevent  further  re- 
currence. 

If  the  patient  is  an  adult,  and  nonsuppurative 
otitis  media  occurs  without  apparent  reason,  or 
does  not  clear  up  promptly,  the  nasopharynx  should 
be  carefully  examined  by  both  the  postnasal  mirror 
and  electric  nasopharyngoscope.  By  these  means, 
search  for  a carcinoma  of  the  nasopharynx  should 
be  made,  repeatedly,  if  necessary. 

Sinusitis  should  be  treated  vigorously  by  standard 
methods.  When  it  is  cleared  up,  the  edema  and 
swelling  of  the  eustachian  tube  usually  subsides  and 
the  middle  ear  pressure  is  equalized  by  the  eus- 
tachian tube. 

Children  with  cleft  palate  often  have  recurring 
bouts  of  suppurative  otitis  media  which  may  begin 
as  nonsuppurative  type.  This  problem  is  best  cor- 
rected by  the  prolonged  use  of  equalization  tubes. 

Although  the  use  of  antibiotics  is  helpful  in  clear- 
ing up  bacterial  infections,  it  has  been  postulated 
that  some  nonsuppurative  otitis  media  has  resulted 
from  this  therapy.  Since  antibiotics  have  come  into 
common  use,  nonsuppurative  otitis  media  has  be- 
come a more  commonly  seen  problem.  The  explana- 
tion for  this  lies  in  the  fact  that  the  antibiotic  may 
sterilize  the  middle  ear.  but  persistent  edema  of  the 
eustachian  tube  may  effectively  prevent  equaliza- 
tion of  the  middle  ear  pressure.  The  fluid  then  be- 
comes inspissated  and  excessive  amounts  of  mucus 
are  secreted  by  the  goblet  cells  of  the  middle  ear 
mucosa. 

The  efficiency  of  antibiotic  therapy  is  also  subject 
to  discussion.  Some  feel  that  the  drying  effect  of  the 
drug  thickens  and  inspissates  the  fluid  within  the 
middle  ear.  thereby  making  equalization  of  pressure 
more  difficult. 

The  use  of  antibiotics  and  antihistamines  is  both 
simple  and.  at  best,  a temporary  measure.  If  the 
eustachian  tube  remains  plugged,  the  most  efficient 
therapy  is  the  insertion  of  equalization  tubes. 

Most  commonly  the  tympanic  membrane  heals  up 
to  become  a normal  drum  membrane,  but  at  times 
the  process  of  healing  results  in  either  an  atrophic 


scar,  or  at  times  a tympanosclerotic  patch  in  the 
tympanic  membrane  itself.  At  times,  there  is  failure 
of  the  tympanic  membrane  to  repair  itself  leaving  a 
persistent  perforation  which  is  either  central  or 
marginal.  These  persistent  perforations  usually 
yield  a simple  stimulating  measures. 

Perhaps  the  most  common  complication  is  puru- 
lent otitis  media  arising  in  the  ventilated  middle  ear. 
This  often  arises  from  water  which  gets  into  the  ear 
from  swimming,  bathing  or  hair  washing.  Once 
purulent  otitis  is  established,  treatment  with  sys- 
temic antibiotics  and  topical  antibiotic  ear  drops  is 
begun.  If  this  therapy  is  not  effective  in  a short  time, 
the  equalization  tubes  should  be  removed.  Often  the 
removal  of  the  equalization  tubes,  in  addition  to 
continued  use  of  antibiotics,  is  adequate  to  clear  up 
the  infection.  If  the  nonsuppurative  otitis  media  re- 
curs, the  equalization  tubes  must  be  replaced  after 
an  appropriate  interval  of  time. 

If  inadequately  treated,  if  found  in  an  especially 
susceptible  individual,  or  if  the  infection  is  caused 
by  a potentially  virulent  organism,  mastoiditis  may 
develop.  If  so,  it  must  be  treated  as  any  acute  or 
subacute  mastoiditis. 

Cholesteatoma  may  result  as  a complication  of 
nonsuppurative  otitis  media  or  may  arise  from  the 
implantation  of  epithelium  within  the  middle  ear  by 
the  process  of  insertion  of  the  ventilation  tube. 
Should  the  tube  be  located  at  the  periphery  of  the 
tympanic  membrane  and  a marginal  perforation  re- 
sult, the  migration  of  canal  wall  epithelium  into  the 
middle  ear  could  produce  a cholesteatoma.  This 
must  be  treated  as  any  cholesteatoma,  from  what- 
ever source.10 

Conclusion 

Nonsuppurative  otitis  media  is  a common  prob- 
lem, especially  in  children,  due  to  malfunction  of  the 
eustachian  tube. 

Although  the  morbidity  is  slight,  the  disability, 
due  to  hearing  impairment,  is  great,  and  especially 
damaging  to  school  age  children. 

Treatment  is  simple,  either  medical  or  surgical, 
and  is  aimed  at  restoring  the  eustachian  tube  to  its 
normal  functional  state  by  equalizing  the  external 
ambient  air  pressure  with  that  in  the  middle  ear  by 
means  of  medication  or  simple  surgery,  and  the  use 
of  equalization  tubes. 

This  disease  should  not  be  taken  lightly,  but 
should  be  treated  aggressively  to  restore  and  main- 
tain hearing  at  normal  levels  with  minimal  delay. 

Equalization  tubes  provide  satisfactory  relief  of 
the  reduced  middle  ear  pressure  consequent  upon 
obstruction  of  the  eustachian  tube. 
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Gastrointestinal  Bleeding  Associated  With 

Turner’s  Syndrome 

A Case  Report 

John  w.  Towne,  M.D.,  F.A.C.S.* 


In  1938,  H.  H.  Turner  first  described  a syndrome 
of  infantilism,  congenital  webbed  neck  and  cubitus 
valgus  in  the  female.11  This  syndrome,  now  named 
after  him,  is  characterized  by  ovarian  insufficiency 
in  the  female,  and  may  occur  in  the  male.2 ' The 
karyotype  reveals  forty-five  chromosomes  with  one 
chromosome  being  absent;  thus  an  XO  complement 
exists.  On  buccal  smear,  sex  chromosome  is  absent 
in  80%  of  the  cases.4  Mosaic  forms  such  as  XO/XX 
are  common.  In  1947,  Lisser,  et  al,  noted  the  asso- 
ciation of  this  syndrome  with  gastrointestinal  hem- 
orrhage secondary  to  intestinal  telangiectasia.6 
Since  that  time,  about  twenty-one  cases  ofTumer's 
syndrome  with  gastrointestinal  hemorrhage  have 
been  reported.  1-7-8-9  l0  i2  We  would  like  to  report  an 
additional  case  in  which  the  diagnosis  of  intestinal 
telangiectasia  was  made  preoperatively. 

Case  Report 

K.P.  is  a twenty-one  yearold  Caucasian  female  college  student 
in  whom  Turner’s  syndrome  has  been  well  documented.  One 
week  prior  to  her  admission  to  Thayer  Hospital  she  was  admitted 
to  another  hospital  because  of  otherwise  asymptomatic  gastroin- 
testinal bleeding  of  one  week’s  duration.  The  bleeding  was  in  the 
form  of  one  large  soft  mahogany  colored  stool  daily.  She  denied 
any  nausea  or  vomiting,  abdominal  distress,  or  cramps.  There 
had  been  no  past  history  of  previous  episodes  of  gastrointestinal 
bleeding.  At  the  other  hospital,  the  hematocrit  was  25%.  Platelet 
count,  prothrombin  time,  partial  thromboplastin  time,  clotting 
and  bleeding  times  were  all  within  normal  limits.  Upper  GI 
series,  small  bowel  follow-through,  and  barium  enema  were  done 
and  thought  to  be  within  normal  limits.  After  this  negative  work- 
up, she  was  then  transferred  to  Thayer  Hospital  for  further 
evaluation.  On  admission,  she  was  a small  Caucasian  female  with 
the  typical  webbed  neck  and  increased  carrying  angle  of  the 
upper  extremities  seen  in  Turner’s  syndrome.  She  was  forty- 
eight  inches  tall  and  weighed  ninety-one  pounds.  She  had  small 
breasts  and  did  have  pubic  hair,  since  she  had  been  taking  birth 
control  pills  for  a number  of  years.  Blood  pressure  was  100/60. 
temperature  98.6,  pulse  76  and  regular,  and  respirations  were 
20/min.  No  abdominal  tenderness  or  masses  were  found.  Rectal 
examination  revealed  mahogany  colored  stool  which  was 
guaiac-positive.  Her  hematocrit  was  25.6,  hemoglobin  8.2  grams, 
and  the  white  cell  differential  was  as  follows:  48  polys,  47  lym- 
phocytes, 4 monos,  and  I EO.  Platelet  count  was  244.000.  and  the 
white  clotting  time  15  minutes,  bleeding  time  I Vi  minutes,  and 
KIT,  34.0  with  a control  of  30.0.  Prothrombin  time  was  13.5  with 
a control  of  1 1.0.  SMA  12  laboratory  profile  was  completely 
within  normal  limits. 

During  the  night,  following  admission,  the  patient  complained 
of  feeling  faint,  her  color  became  pale  and  her  skin  cold  and 
clammy.  Blood  pressure  dropped  to  58/20mm.  of  mercury.  She 
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was  given  two  units  of  packed  red  blood  cells  in  transfusion  and 
the  following  morning  her  hematocrit  was  32..  hemoglobin  was 
10.5.  It  was  felt  that  considering  her  diminutive  stature,  two  units 
of  packed  red  cells  should  have  caused  her  blood  count  to  be 
higher,  and  we  suspected  that  she  was  still  bleeding.  Because  of 
the  known  association  of  intestinal  telangiectasias  with  Turner’s 
syndrome,  it  was  felt  that  that  was  the  most  likely  etiology  of  her 
hemorrhage.  The  patient  was  then  taken  to  surgery  and  under- 
went exploratory  laparotomy.  At  celiotomy,  intestinal  telangiec- 
tasia was  found,  diffusely  involving  the  small  intestine.  The 
middle  of  the  small  intestine  extending  almost  to  the  ileocecal 
valve  was  most  markedly  involved.  She  was  treated  with  resec- 
tion of  approximately  one-half  of  the  small  intestine,  thus  remov- 
ing the  more  severely  involved  areas  of  the  bowel.  End-to-end 
enteroenterostomy  was  carried  out.  She  had  an  uncomplicated 
postoperative  course  and  was  discharged  on  the  fifth  day  follow- 
ing surgery.  Since  discharge  she  is  continuing  to  be  stable,  has 
had  no  further  episodes  of  gastrointestinal  bleeding. 

Discussion 

Gastrointestinal  bleeding  secondary  to  intestinal 
telangiectasias  is  a fairly  uncommon  occurrence. 
Approximately  7%  of  patients  with  Turner’s  syn- 
drome have  gastrointestinal  hemorrhage,  and  al- 
most all  of  these,  however,  have  intestinal  telan- 
giectasias or  hemangiomas  as  the  cause  of  their  in- 
testinal bleeding.5-6  Most  present  as  melena  and  the 
usual  preoperative  diagnoses  are  duodenal  ulcer,  or 
Meckels'  diverticulum.  Schultz,  in  his  review  of  the 
literature,  found  that  in  patients  over  the  age  of 
thirty  the  bleeding  was  intermittent  and  generally 
was  self-limited,  but  in  the  younger  patients  there 
were  three  instances  of  life-threatening  hemor- 
rhage, and  two  deaths  because  ofexsanguination.10 
Demonstration  of  the  lesions  preoperatively  has 
been  difficult.  Arteriography  has  been  suggested, 
but  the  selective  angiographic  tests  performed  and 
reported  have  not  successfully  demonstrated  telan- 
giectasias.910  Hemangiomas  if  present  may  be 
visualized.  Culdoscopy  or  laparoscopy  may  easily 
demonstrate  the  intestinal  serosal  lesions. 

Treatment  of  this  condition  when  significant  gas- 
trointestinal hemorrhage  has  occurred,  we  feel, 
should  consist  of  resection  of  the  bulk  of  the  in- 
volved bowel  when  feasible.  If  both  large  and  small 
bowel  are  diffusely  involved,  as  is  frequently  the 
case,  subtotal  resection  of  the  bowel  should  de- 
crease the  amount  of  chronic  blood  loss  and  de- 
crease the  need  for  periodic  transfusions.  Those 
patients  with  minor  bleeding,  and  especially  those 
over  the  age  of  thirty,  may  be  treated  conservative- 
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ly,  and  may  require  occasional  transfusions  when 
followed  over  the  years.  Recurrence  of  intestinal 
bleeding  is  the  rule  rather  than  the  exception  fol- 
lowing intestinal  resection,  but  the  amount  of  hem- 
orrhage and  need  for  transfusion  is  decreased. 
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Extraosseous  Manifestations  of  Plasma 

Cell  Myeloma 

Eugene  M.  beaupre,  m.d. 


As  Dr.  Waldenstrom  points  out  in  his  classic 
monograph.  Diagnosis  and  Treatment  of  Multiple 
Myeloma , 1 the  name  myeloma  indicates  that  the 
disease  should  be  regarded  as  present  in  the  bone 
marrow.  He  further  points  out,  however,  "that  ex- 
traskeletal  manifestations  of  the  disease  are  not  too 
uncommon,  even  as  regards  the  clinical  picture." 
The  six  case  histories  to  be  presented  herein  illus- 
trate the  many  guises  under  which  plasma  cell  my- 
eloma may  present  (Cases  1 through  5),  or  the  thera- 
peutic dilemma  that  might  be  a prominent  part  of  the 
clinical  picture  (Case  6).  The  cases  also  illustrate 
the  wide  spectrum  of  presenting  complaints  for 
which  multiple  myeloma  must  be  considered  in  the 
differential  diagnosis. 

Case  Reports 

Case  I.  M.W.,  a 62-year-old  woman,  was  admitted  to  the 
Neurosurgical  Service  of  Thayer  Hospital  with  an  eight-month 
history  of  swelling  of  the  right  hand  accompanied  by  nocturnal 
pain  of  the  palm  and  wrist.  Later  she  developed  numbness  of  the 
palmar  surfaces  of  the  thumb,  index  finger,  and  middle  finger. 
Pain  was  aggravated  by  use  of  the  hand.  Shortly  before  admis- 
sion, she  developed  similar,  but  milder,  symptoms  of  the  left 
hand  and  wrist.  Additionally,  she  had  a five-year  history  of 
diabetes  controlled  by  diet,  and  a one-year  history  of  severe 
degenerative  arthritis  of  the  hips  and  spine  for  which  she  was 
receiving  Indomethacin  and  Aspirin.  By  physical  examination, 
she  had  a marked  limp  and  walked  with  a cane.  The  right  hand 
showed  evidence  of  atrophy  of  the  thenareminence,  hypesthesia 
of  the  palmar  index  finger,  and  weakness  of  the  flexor  of  the  distal 
phalanx  of  the  index  finger. 

Electrodiagnostic  studies  showed  delay  of  nerve  conduction  at 
the  carpal  tunnel  bilaterally,  worse  on  the  right.  Neurologic 
examination  was  otherwise  normal.  The  patient  was  scheduled 
for  surgical  decompression  of  the  right  median  nerve. 

Preoperative  laboratory  data  were  as  follows:  Hemoglobin  10 
gm.%,  leukocyte  count  6,050  per  cubic  millimeter,  hematocrit 
30%,  platelet  count  192,000  per  cubic  millimeter.  Urine  was  free 
of  protein.  SMA- 12  was  normal  except  fora  serum  albumin  of  3. 1 
gm.%  and  globulin  of  9.7  mg.%.  Because  of  the  hyper- 
globulinemia,  a diagnosis  of  multiple  myeloma  was  suspected. 
Sternal  bone  marrow  aspirate  showed  massive  invasion  by  im- 
mature plasma  cells.  Serum  protein  electrophoresis  showed  an 
“M  spike”  in  the  beta  globulin  area.  Metastatic  bone  survey 
showed  diffuse,  marked  osteoarthritis.  The  only  bony  findings 
suspicious  of  myeloma  were  in  the  supracondylar  portion  of  the 
right  femur  which  showed  mottling  consistent  with  either 
myeloma  or  disuse  atrophy. 

The  median  nerve  was  successfully  decompressed  without 
complication,  and  therapy  with  Melphalan  was  begun.  Four 
months  later  surgical  decompression  of  the  left  median  nerve  was 
carried  out  uneventfully. 

Comment:  Of  the  various  peripheral  entrapment  neuropathies, 
entrapment  of  the  median  nerve  in  the  carpal  tunnel  is  by  far  the 
most  common.  Of  7.3  patients  with  nerve  entrapment  reviewed  by 
Cracchiolo  and  Marmor,2  53  had  the  carpal  tunnel  syndrome. 
Although  Phalen,'1  who  saw  379  patients  at  the  Cleveland  Clinic 
from  August  I,  1964  to  January  I.  1969,  minimizes  the  need  for 


searching  for  systemic  diseases  causing  carpal  tunnel  syndrome, 
it  is  widely  recognized  that  rheumatoid  arthritis,  acromegaly, 
tumors  and  cysts,  myxedema,  diabetes,  and  collagen  vascular 
diseases  may  underly  the  carpal  tunnel  syndrome.  Of 
Cracchiolo’s  73  cases  of  entrapment  neuropathy,  only  one  had 
multiple  myeloma.  And  in  this  case,  the  carpal  tunnel  syndrome 
was  only  one  of  many  manifestations  of  the  disease.  Cracchiolo 
stresses,  however,  that  a number  of  systemic  diseases  can  pres- 
ent with  nerve  entrapment  as  the  chief  complaint.  In  his  series, 
this  was  true  of  two  cases  of  rheumatoid  arthritis,  one  of  ac- 
romegaly, one  of  amyotrophic  lateral  sclerosis,  and  two  of 
tumor.  Thus,  we  should  considerand  search  for  possible  underly- 
ing systemic  disease  when  a diagnosis  of  carpal  tunnel  syndrome 
is  made.  The  case  presented  above  stresses  the  need  for  including 
multiple  myeloma  in  the  differential  diagnosis. 

Case2.  A. N.,  a 70-year-old  white  married  man,  was  admitted 
to  Thayer  Hospital  on  January  II,  1973,  for  increasingly  severe 
low  back  pain  of  three  weeks’  duration,  complicated  more  re- 
cently by  left  anterolateral  chest  wall  pain  aggravated  by  inspira- 
tion. He  had  had  viral  pneumonia  one  year  before  and  herpes 
zoster  six  months  before  admission. 

Physical  examination  was  “surprisingly  unremarkable."  He 
complained  of  upper  lumbar  spine  pain  when  rising  to  a sitting 
position  and  of  pain  in  the  left  anterolateral  chest  on  deep  inspira- 
tion. Physical  examination  of  the  chest  was  unrevealing,  how- 
ever. Chest  x-ray  showed  a peripheral,  rounded,  soft  tissue 
tumor  invading  the  adjacent  rib  and  mid-portion  of  the  left  lung 
(See  Figs.  1 and  2). 

“Primary  tumor  search”  consisting  of  barium  enema,  in- 
travenous urogram,  upper  gastrointestinal  x-ray,  and  cholecys- 
togram  revealed  no  primary  lesion,  but  there  was  a destructive 
lesion  involving  the  first  lumbar  vertebra  with  only  a small  part  of 
the  vertebral  body  visible  posteriorly.  Tentative  diagnosis  was 
carcinoma  of  the  lung  with  destruction  of  the  adjacent  rib  and 
metastasis  to  the  lumbar  spine. 

Hemoglobin  was  12  mg.%,  and  leukocyte  count  3.800  per 
cubic  millimeter.  Platelet  count  was  164.000  percubic  millimeter. 
Acid  phosphatase  was  1.7  units  (normal  0.5  to  5.0  units).  SMA- 12 
was  normal  except  for  a serum  albumin  of  3.1  gm.%  and  a 
globulin  of  5.4  gm.%.  There  was  no  protein  in  the  urine.  Serum 
protein  electrophoresis  demonstrated  a paraprotein  peak  in  the 
beta-gamma  region.  Sternal  bone  marrow  aspirate  showed  “a 
great  predominance  of  plasma  cells."  A diagnosis  of  multiple 
myeloma  was  made,  and  cobalt  therapy  was  given  to  the  chest 
lesion  and  destructive  spine  lesion.  Subsequently,  he  was  treated 
with  Phenylalanine  Mustard  and  parenteral  Testosterone  Enan- 
thate.  He  is  virtually  asymptomatic  at  present. 

Comment:  When  one  is  confronted  by  a pulmonary  paren- 
chymal shadow  complicated  by  erosion  of  an  adjacent  rib.  one 
ordinarily  thinks  of  carcinoma,  primary  or  secondary,  of  the  lung 
with  pleural  involvement.  The  clinical  picture  in  this  man  was 
consistent  with  a diagnosis  of  peripheral  bronchogenic  car- 
cinoma with  metastatic  disease  to  the  first  lumbar  vertebra.  This 
was  the  tentative  diagnosis  until  the  anemia  and  reversed  A/G 
ratio  were  recognized  as  suggesting  the  possibility  of  multiple 
myeloma.  Snapper,  Turner,  and  Moscovitz,  in  their  monograph. 
Multiple  Myeloma, ' stressed  that  the  roentgenographic  appear- 
ance presented  by  this  man  was  not  uncommon  in  multiple 
myeloma.  The  lesions  may  be  solitary  suggesting  primary  bron- 
chogenic carcinoma,  or  multiple  suggesting  metastatic  car- 
cinoma to  lungs.  Recognition  of  the  possibility  of  such  a diag- 
nosis is  important  so  that  an  unnecessary  thoracotomy  is 
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Fig.  I.  Peripheral  pulmonary  mass  with  rib  involvement  inCase 
1 

avoided.  Furthermore,  an  intravenous  urogram  should  not  be 
done  in  a patient  with  multiple  myeloma  since  dehydration  in 
preparation  for  the  procedure  has  resulted  in  renal  shutdown.5 

Case  3.  F.K..  a 69-year-old  white  married  man.  was  admitted 
to  Thayer  Hospital  February  13,  1972,  because  of  swelling  of  the 
right  breast  of  two  weeks'  duration.  One  year  before  admission 
he  had  "a  bad  fall.”  After  that,  he  suffered  from  intermittent 
stiffness  of  the  back,  each  episode  consisting  of  one  to  two 
weeks'  pain  causing  difficulty  walking.  At  the  time  of  admission, 
the  pain  radiated  to  the  xiphoid  area,  and  was  aggravated  by  deep 
breathing.  On  admission,  the  pain  was  so  severe  that  he  was 
unable  to  sit  upright. 

By  physical  examination,  he  bent  toward  the  right  side  because 
of  pain.  Blood  pressure  was  200/70.  and  pulse  120  and  regular. 
There  were  no  enlarged  lymph  nodes.  The  right  breast  was  com- 
pletely replaced  by  a huge,  hard  mass,  fixed  to  the  underlying 
muscles  (See  Fig.  3).  There  was  dried,  serous  material  around  the 
nipple  of  the  right  breast.  Left  breast  was  normal.  Liver  was  not 
enlarged.  Admitting  diagnosis  was  carcinoma  of  the  right  breast 
with  probable  skeletal  metastases. 

Hemoglobin  was  10  gm.%  and  hematocrit  28%.  Leukocyte 
count  was  6.000  per  cubic  millimeter,  and  platelet  count  183.000 
per  cubic  millimeter.  Skeletal  survey  revealed  moderate  os- 
teoporosis with  multiple  compression  fractures  of  the  dorsal 
spine  (See  Fig.  4).  Needle  biopsy  of  the  breast  mass  unexpec- 
tedly disclosed  solid  sheets  of  plasma  cells  varying  in  maturity. 
Serum  albumin  was  2.5  gm.%  and  globulin,  9.4  gm.%.  There  was 
Bence-Jones  protein  in  the  urine.  The  paraprotein  migrated  in  the 
gamma  region  by  serum  protein  electrophoresis,  and  was  lgG  by 
immuno  electrophoresis. 

Cobalt  therapy  was  given  to  the  breast  mass  and  dorsal  spine. 
The  tumor  was  extremely  radiosensitive,  and  had  almost  disap- 
peared w hen  2400  rads  had  been  administered.  At  the  completion 
of  the  radiotherapy,  the  total  protein  had  dropped  from  11.9 
gm.%  to  7 gm.%,  and  he  was  much  more  comfortable.  Systemic 
therapy  using  Phenylalanine  Mustard,  Prednisone,®  and 
Halotestin®  was  begun. 

He  was  readmitted  to  the  hospital  March  6.  1973,  with  signs  of 
spinal  cord  compression  and  pancytopenia.  He  died  March  18, 


Fig.  2.  Lesion  of  Case  2 after  radiotherapy. 


Fig.  3.  Arrows  demonstrate  mass  lesion  of  right  male  breast  in 
Case  3. 


1973.  Post  mortem  examination  revealed  widespread  multiple 
myeloma. 

Comment:  Although  clinically  apparent  soft  tissue  involve- 
ment by  multiple  myeloma  is  uncommon,  up  to  70  percent  of 
cases  have  histologic  evidence  of  plasma  cell  invasion  of  extra- 
skeletal  tissues.  Liver,  spleen.  Ivmnh  nodes,  kidnevs.  and  nul- 
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MEDI-SCAN  Q&A 


1 


What’s  wrong  with  this  "patient”? 


Supplementary 
Vitamins  in  Chronic 
Disease  Therapy 


NOTE: 

a variety  of  typical  diagnostic 
signs  from  three  patients  are 
combined 


Diet,  alone  or  in  association  with  oral  hypo- 
glycemics  or  insulin,  can  usually  lower  blood 
sugar.  But  high  blood  sugar  is  only  part  of 
the  diabetic  patient's  problem.  Because  if  he 
fails  to  adhere  to  the  prescribed  diet  and 
limits  his  diet  too  strictly,  vitamin  deficiency 
may  result.  In  fact,  any  patient  with  chronic 
disease,  poor  diet  and  insufficient  appetite 
including  the  geriatric  patient  — may  be 
heir  to  vitamin  deficiency. 

Therapeutic  Berocca  Tablets,  when 
indicated, can  supplement  inadequate  die- 
tary supplies  of  essential  B-complex  and  C 
vitamins  in  prolonged  or  wasting  diseases. 
The  500  mg  vitamin  C in  each  tablet  can 
help  make  certain  the  patient  is  getting  an 
adequate  supply  of  this  agent,  a substance 
involved  in  tissue  repair  and  collagen 
formation,  among  other  actions. 


When  nutritional 
supplementation  is  indicated 
in  chronic  disease 


BEROCCAtableis 

IS  THERAPY 

With  balanced,  high  potency 
vitamin  B-complex  and  500  mg  vitamin  C 
Virtually  no  aftertaste  or  unpleasant  odor 
Low  priced  Rx  formula 


* Diagnosis  appears  on  next  page. 

Please  see  next  page  for  a summary  of 
product  information. 


DIAGNOSIS:  Certain  manifesta- 
tions of  diabetes  mellitus  are 
revealed  in  these  photographs: 

(A)  fundus  shows  neovasculariza- 
tion and  marked  retinal  scarring 
(male,  age  23):  ( B)  biopsy  of  kidney 
shows  early  diabetic  intercapillary 
glomerulosclerosis  ( male,  age  35); 

( C ) photos  1 & 2 show  edema  and 
loss  of  the  plantar  arch  ( female, 
age  59):  ( D)  lateral  x-ray  (same 
patient ) shows  dropped  arch  and 
hypertrophic  and  destructive 
changes  of  tarsal  and  metatarsal 
joints  (Charcot's  arthropathy): 

( K I AP  confirms  hypertrophic  and 
destructive  changes  in  (D). 


Please  see  complete  product  information. 


a summary  of  which  follows: 

Each  Berocca  Tablet  contains: 

Thiamine  mononitrate 

(Vitamin  Bi)  15  mg 

Riboflavin  (Vitamin  Bo)  15  mg 

Pvridoxine  HC1  (Vitamin  Bt,  I 5 mg 

Niacinamide  100  mg 

Calcium  pantothenate  20  mg 

Cyanocobalamin  l Vitamin  B|_>)  5 meg 

Folic  acid  0.5  mg 

Ascorbic  acid  ( Vitamin  C)  500  mg 


Indications:  Nutritional  supplemen- 
tation in  conditions  in  which  water- 
soluble  vitamins  are  required 
prophy tactically  or  therapeutically. 

VY  arning:  Not  intended  for  treatment 
of  pernicious  anemia  or  other  primary 
or  secondary  anemias.  Neurologic 
involvement  may  develop  or  pro- 
gress. despite  temporary  remission 
of  anemia,  in  patients  with  perni- 
cious anemia  who  receive  more  than 
0. 1 mg  of  folic  acid  per  day  and  who 
are  inadequately  treated  with 
vitamin  B i j. 

Dosage:  1 or  2 tablets  daily,  as  indi- 
cated by  clinical  need. 

Available:  In  bottles  of  100. 


ROCHE  LABORATORIES 
Division  of  Hoffmann-La  Roche  Inc 
Nutley  New  Jersey  07110 


Fig.  4.  Osteoporosis  and  multiple  compression  fractures  in  Case 
3. 


monary  parenchyma  are  the  soft  tissues  most  often  involved.6 
With  the  exception  of  nasopharyngeal  plasma  cell  myeloma,  soft 
tissue  involvement  is  seldom  the  dominant  feature  of  the  present- 
ing clinical  picture.  In  a review  of  182  cases  of  extramedullary 
myeloma  from  the  world  literature  and  38  new  cases  of  plasma 
cell  myeloma  from  the  Mayo  Clinic,6  no  case  of  breast  involve- 
ment by  plasma  cell  tumors  could  be  found. 

Maeda7  describes  recurrent  myelomatous  involvement  of  both 
breasts  in  a thirteen  year  old  girl.  In  addition,  she  had  multiple 
subcutaneous  myelomatous  deposits  and  widespread  soft  tissue 
and  skeletal  involvement.  The  author  was  able  to  find  three  other 
instances  of  breast  involvement*-9-10  by  multiple  myeloma,  all  in 
women.  Another  instance  of  female  breast  involvement  by 
myeloma  was  reported  by  Beevers.11  She  was  an  8 1 -year-old 
woman  w ho  also  had  multiple  subcutaneous  nodular  deposits  of 
plasma  cells.  The  case  described  above  seems  to  be  the  first 
reported  instance  of  myelomatous  involvement  of  the  male 
breast. 

Case  4.  C.L.T..  a 51-year-old  white  married  man,  was  admit- 
ted to  the  Thayer  Hospital  on  May  14,  1973.  At  that  time,  he  was 
an  obese,  heavy  smoking,  ex-truck  driver,  admitted  for  increas- 
ingly severe  dyspnea.  For  fifteen  or  twenty  years,  he  had  had 
exertional  dyspnea  with  wheezing  and  chronic  productive  cough. 
Shortly  before  admission,  he  developed  night  sweats  and  puru- 
lent sputum.  There  was  a strong  family  history  of  asthma.  In  the 
four  years  prior  to  this  admission,  his  weight  had  increased  from 
225  to  260  pounds. 

By  physical  examination,  he  was  obese,  apprehensive,  short  of 
breath,  but  not  cyanotic.  Blood  pressure  was  120/80,  and  heart 
was  normal.  There  were  generally  decreased  breath  sounds  and 
the  expiratory  phase  of  respiration  was  prolonged.  There  were 
rales  in  the  right  lower  lobe. 

Hemoglobin  was  14.8  gm.%,  and  hematocrit  43.5%.  Leuko- 
cyte count  was  9.850  on  admission,  but  rose  to  20.400  by  the  fifth 
hospital  day.  There  was  no  proteinuria.  SMA-12  was  normal 
(albumin  3.5  gm.%  and  globulin  3.7  gm.%).  PO2  was  51  milli- 
meters of  mercury,  and  PCO2  was  40  millimeters  of  mercury. 
Chest  x-ray  showed  consolidation  of  the  right  middle  lobe  (See 
Fig.  5),  and  pneumococcus  was  grown  from  the  sputum.  Pulmo- 


Fig.  5.  Chest  x-ray  from  Case  4 showing  infiltrate  in  right  middle 
and  lower  lung  fields. 

nary  function  tests  were  consistent  with  moderately  severe 
chronic  obstructive  lung  disease. 

He  responded  slowly  to  oxygen,  a 1000  calorie  diet,  bron- 
chodilators,  Aminophyllin,  and  antibiotics. 

He  was  readmitted  October  7,  1973,  with  a temperature  of 
104.4  degrees  Fahrenheit.  Although  no  infiltrate  was  seen  by 
chest  x-ray,  pneumococci  were  grown  from  three  blood  cultures, 
and  he  responded  to  parenteral  Penicillin.  Hemogram,  except  for 
the  expected  leukocytosis,  and  SMA-12  were  again  normal. 

On  October  19,  1974,  he  was  admitted  with  a right  upper  lobe 
pneumonia  (See  Fig.  6).  On  this  admission,  his  hemoglobin  was 
1 1 .9  gm.%  and  hematocrit  34%.  Leukocyte  count  was  9, 100  per 
cubic  millimeter,  and  platelet  count,  159,000  per  cubic  millime- 
ter. There  was  protein  in  the  urine  for  the  first  time.  Serum 
albumin  was  4. 1 gm.%,  and  globulin  4.6  gm.%.  Because  of  the 
repeated  infections,  a serum  protein  electrophoresis  was  done. 
This  showed  a paraprotein  migrating  in  the  gamma  region.  The 
paraprotein  was  IgG  by  immuno  electrophoresis.  Bone  marrow 
was  grossly  invaded  by  immature  plasma  cells,  but  there  was 
considerable  residual  normal  hematopoietic  activity.  Metastatic 
skeletal  survey  and  polyphosphate  bone  scan  revealed  no  evi- 
dence of  bony  disease. 

Because  the  anemia  was  minimal  and  bone  involvement  inap- 
parent  by  x-ray  and  scanning,  it  was  decided  to  withhold  specific 
antimyeloma  therapy  and  treat  with  improved  prophylactic  re- 
spiratory care.  In  addition,  all  febrile  disease  will  be  treated 
promptly  with  appropriate  antimicrobial  therapy.  Clinical  course 
will  be  followed  carefully,  and  antimyeloma  therapy  begun  at  the 
appropriate  time. 

Comment:  As  stated  by  Salmon  et  al,12  bacterial  infection  is 
one  of  the  leading  causes  of  morbidity  and  mortality  in  patients 
with  multiple  myeloma.  Ordinarily  the  infections  become  a prob- 
lem at  or  after  the  time  plasma  cell  myeloma  is  clinically  obvious. 
Multiple  myeloma,  however,  is  one  of  the  causes  of  impaired 
specific  antibody  synthesis,13-14  and,  as  this  case  illustrates, 
should  be  sought  when  repeated  infections  are  a clinical  problem 
despite  the  absence  of  bone  pain  and  anemia.  Patients  with 
multiple  myeloma  have  an  almost  specific  susceptibility  to 
pneumococcal  pneumonia,13  and  this  is  the  most  common  cause 
of  infection  in  such  patients.  Since  the  disease  seems  to  be  a 
cause  of  acquired  agammaglobulinemia,  one  might  consider  the 
prophylactic  use  of  gamma  globulin.  However,  a controlled  ex- 
periment by  Salmon  and  his  group12  using  20  mg.  of  human 
gamma  globulin  every  two  weeks  failed  to  show  any  benefit  from 
the  prophylactic  use  of  this  preparation.  Therefore,  early  diag- 
nosis and  treatment  of  infection  becomes  an  important  part  of  the 
management  of  patients  with  plasma  cell  myeloma.  Repeated 
infections  may  also  be  the  presenting  clinical  picture  as 
exemplified  by  this  case,  antedating  clinically  apparent  bone 
disease. 


Fig.  6.  Chest  x-ray  from  Case  4 showing  later  pneumonitis  in  right 
upper  lung. 

Case  5.  B.B.,  a 52-year-old  white  married  woman,  was  admit- 
ted to  Thayer  Hospital  for  the  first  time  November  10.  1972.  for 
investigation  of  abdominal  cramps.  For  the  several  weeks  before 
admission,  she  had  had  epigastric  distress  occurring  one  to  two 
hours  after  a meal.  There  was  associated  anorexia  and  occasional 
nausea  and  vomiting.  Over  this  period  of  time,  she  had  lost  about 
ten  pounds.  She  complained  of  rectal  discomfort  relieved  by 
bowel  movement . but  with  a sensation  of  incomplete  emptying  of 
the  lower  bowel.  In  addition,  she  had  noted  an  abdominal  mass 
just  below  and  to  the  left  of  the  umbilicus  which  had  been  present 
at  least  a year. 

By  past  medical  history,  she  had  had  a hysterectomy  and 
repair  of  a recto-cystocele  in  I960.  An  active  peptic  duodenal 
ulcer  had  been  diagnosed  in  1967.  She  had  had  a viral  pneumonia 
with  pleurisy  in  September  1971. 

Her  father  died  of  cancer  at  the  age  of  79.  Her  mother,  age  84, 
has  temporal  arteritis.  Her  husband  died  at  the  age  of  47  of 
polycystic  disease  of  the  kidneys,  and  one  daughter  has  the  same 
disease. 

By  physical  examination,  she  was  a thin,  but  well-developed 
woman  in  no  acute  distress.  There  were  no  enlarged  lymph 
nodes,  and  the  liver  and  spleen  were  not  enlarged  by  either 
percussion  or  palpation.  There  was  a 3 cm.  mass  both  visible  and 
palpable  just  lateral  to  the  umbilicus.  It  seemed  to  be  fixed 
posteriorly. 

By  hemogram,  she  had  a persistent  pancytopenia  with  hemo- 
globin of  9. 6 gm.%,  leukocyte  count  of  2. 100  with  37%  segmented 
neutrophils,  13%  bands,  40%  lymphocytes,  9%  monocytes.  1% 
metamyelocytes,  and  3 nucleated  red  cells  in  the  differential. 
Platelet  count  was  112,000  per  cubic  millimeter.  Reticulocyte 
count  was  1.2  percent,  and  direct  and  indirect  Coombs  tests  were 
negative.  Liver  and  spleen  scan  were  normal.  SMA-12  showed 
persistent  elevation  of  the  LDH  in  the  200  unit  range  (normal 
30-120  units).  Antinuclear  antibodies  were  present  in  a titer  of 
only  1 :2.  Serum  protein  electrophoresis  was  as  follows:  Albumin 
3.4  gm.%,  alpha  1 globulin  0.3  gm.%.  alpha  2 globulin  0.7  gm.%. 
beta  globulin  0.9  gm.%,  gamma  globulin  2.8  gm.%.  There  was  no 
paraprotein.  Immuno  electrophoresis  showed:  IgA  400  mg.% 
(normal  1 67  to  409  mg.%).  IgM  50  mg.%  (normal  51  to  I09mg.%), 
IgG  1700  mg.%  (normal  88 1 to  1519  mg.%).  There  was  no  Bence- 
Jones  protein  in  the  urine.  Chest  x-ray,  skeletal  survey,  gastroin- 
testinal and  small  bowel  x-rays,  cholecystogram.  and  barium 
enema  were  all  within  normal  limits.  Sigmoidoscopy  was  also 
negative. 

On  November  17.  1972,  the  abdomen  was  explored  by  a 
surgeon.  The  liver  was  described  as  normal  size,  but  firmly 
nodular  and  slightly  pale.  Gallbladder  was  thin-walled  and  con- 
tained a single  12  mm.  stone.  The  root  of  the  small  bowel  and 
surrounding  mesentery  were  involved  by  an  "inflammatory  pro- 
cess" with  moderate  edema,  considerable  induration,  and  multi- 
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Fig.  7.  X-ray  of  left  shoulder  showing  marked  synovial  thicken- 
ing. 

pie  cysts  up  to  2 cm.  in  diameter.  Sizable  pieces  were  excised  for 
pathologic  examination.  No  discreet  lymph  nodes  could  be 
lound.  Spleen  was  removed  and  liver  biopsied. 

Pathologically  the  spleen  showed  acute  congestion  and 
fibrosis.  Liver  biopsy  was  felt  to  be  normal.  Biopsy  of  the  mass 
showed  dense  aggregates  of  plasma  cells  forming  small  tumors. 
Plasma  cells  were  described  as  well  differentiated  but  not  appear- 
ing to  be  an  inflammatory  reaction.  Bone  marrow  aspiration  from 
the  sternum  showed  4-5  percent  plasma  cells,  but  was  not  felt  to 
be  diagnostic  of  multiple  myeloma. 

The  tissue  specimens  were  sent  to  several  pathologists.  There 
was  difference  of  opinion  as  to  whether  the  biopsy  specimens 
showed  a bizarre  plasma  cell  inflammatory  response  or  myeloma 
or  alpha  heavy-chain  disease.  Subsequently,  she  has  been  admit- 
ted on  three  different  occasions  for  investigation  of  her  disease. 
Protein  studies  have  been  done  by  Dr.  Ritchie  of  the  Maine 
Medical  Center.  LDH.  SGOT.  SGPT.  and  alkaline  phosphatase 
have  become  progressively  more  elevated,  and  a recent  biopsy  is 
consistent  with  chronic  active  hepatitis  with  early  cirrhosis.  Aus- 
tralia antigen  has  been  absent  from  the  blood.  The  most  recent 
protein  study  has  revealed  IgG  of  2.640  mg.%  with  three  small 
"M  bands."  Up  to  present,  these  cannot  be  typed.  Heavy  chains 
have  been  sought  both  in  the  blood  and  in  the  urine  but  cannot  be 
identified.  The  concensus  of  the  many  physicians  who  have  been 
involved  in  the  study  of  both  the  patient  and  the  pathologic 
material  is  that  she  has  malignant  plasma  cell  disease  with  inva- 
sion of  root  of  mesentery  and  persistent  pancytopenia.  Whether 
this  will  ultimately  be  plasma  cell  myeloma,  heavy-chain  disease, 
or  some  more  atypical  malignant  plasma  cell  disease  is  yet  to  be 
determined. 

Case  6.  I.B.,  a 51-year-old  white  married  woman,  was  admit- 
ted to  Thayer  Hospital  for  the  first  time  on  March  27.  1969.  for 


Fig.  8.  X-ray  of  left  wrist  showing  marked  soft  tissue  swelling. 

abdominal  pain  of  two  to  three  weeks'  duration.  In  I960,  she  had 
had  a segmental  colon  resection  with  temporary  colostomy  for 
benign  bowel  disease.  In  1955,  she  had  had  a total  abdominal 
hysterectomy  for  excessive  bleeding,  and  shortly  thereafter  had 
a right  radical  mastectomy  for  malignancy.  Her  father  died  in  his 
eighties  of  carcinoma  of  the  mouth,  and  a sister  died  of  metastatic 
pancreatic  carcinoma.  The  paternal  grandmother  and  several 
aunts  had  all  had  "cancers."  On  admission,  her  hemoglobin  was 
13.2  gm.%.  She  had  no  protein  in  the  urine,  and  her  serum 
albumin  was  4.5  gm.%,  serum  globulin  2.2  gm.%.  She  was  felt  to 
have  psychophysiologic  bowel  disease  and  discharged. 

April  3.  1970,  she  was  readmitted  with  chills,  fever,  and  occipi- 
tal headaches.  Hemoglobin  was  13.8  gm.%.  leukocyte  count 
6,150  per  cubic  millimeter,  albumin  3.3  gm.%,  and  globulin  2.3 
gm.%. 

Two  months  later  she  was  admitted  to  another  hospital  for 
recurrent  fever.  E.  Coli  was  grown  from  her  urine,  and  BUN  was 
elevated  to  33  mg.%.  Anemia  with  a hemoglobin  of9.8  gm.%  and 
proteinuria  were  both  felt  to  be  due  to  chronic  infection  and 
azotemia.  One  month  later  she  was  readmitted  with  nausea  and 
vomiting.  Blood  pressure  on  admission  was  190/100.  but  physical 
examination  was  otherwise  unremarkable.  During  this  admis- 
sion. her  anemia  was  investigated  in  more  detail  since  her  BUN 
had  fallen  to  14  gm.%.  Serum  protein  electrophoresis  showed  a 
distinct  paraprotein  migrating  in  the  gamma  range  by  serum 
protein  electrophoresis,  and  urine  was  positive  for  Bence-Jones 
protein  on  two  occasions.  Bone  marrow  showed  infiltration  by 
large  numbers  of  plasma  cells.  Metastatic  skeletal  survey  showed 
multiple,  small,  discreet  areas  of  radiolucency  in  the  skull  consis- 
tent with  metastatic  disease  or  multiple  myeloma.  The  remainder 
of  the  metastatic  series  showed  no  evidence  of  myelomatous 
involv  ement.  Therapy  was  initiated  with  Phenylalanine  Mustard 
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Table  1 


Patient 

Age  Sex  Presenting  Symptoms 

Albumin 

Globulin 

H emoglobin  Leukocytes 

Platelets 

Paraprotein  1 mmunoglobulin 

R.L. 

65 

M 

Anemia,  back  pain. 

2.4 

7.9 

6.8 

7.350 

134.000 

Gamma 

lgG 

G.B. 

65 

F 

Anemia,  back  pain. 

2.7 

6.9 

10.6 

4,450 

166,000 

Gamma 

IgA 

N.E. 

85 

F 

Anemia,  leg  pain. 

2.4 

4.6 

9.6 

9.450 

— 

Beta-gamma 

IgA 

A.K. 

61 

F 

Anemia,  generalized  pain. 

1.9 

9.1 

7.8 

8.550 

220.000 

Gamma 

— 

ED. 

70 

F 

Teg  pain. 

3.3 

2.3 

12.4 

13.700 

315.000 

Urinary 

paraprotein 

— 

L.L. 

76 

F 

Anemia,  back  pain. 

2.7 

7.0 

6.4 

4.500 

— 

Gamma 

IgG 

B.B. 

36 

F 

Severe  back  pain. 

3.5 

1.5 

12.4 

7.900 

167,000 

Alpha  2 

G.H. 

61 

M 

Pain  in  ribs  and  legs. 

2.9 

9.6 

12.0 

4,400 

295,000 

Gamma 

IgG 

EM. 

85 

F 

Anemia 

2.8 

4.3 

9.2 

4.800 

240,000 

Gamma 

AT. 

69 

M 

Anemia,  shoulder  pain. 

2.3 

6.9 

10.6 

6,400 

255.000 

Beta-gamma 

IgA 

A.B. 

72 

M 

Painful  skull  mass. 

3.3 

4.4 

14.0 

9,800 

426.000 

Gamma 

IgA 

B.B. 

57 

M 

Anemia,  back  pain. 

2.4 

10.0 

9.0 

3.500 

123,000 

Gamma 

IgA 

oraJly  and  Testosterone  Enanthate  intramuscularly.  From  this 
point  on,  she  had  multiple  admissions  for  treatment  of  bone  pain 
which  responded  to  small  palliative  doses  of  radiotherapy.  In 
addition,  she  had  progressively  severe  azotemia  and  uremia. 

An  interesting  complication  of  her  disease  was  a migratory, 
inflammatory  polyarthritis  of  obscure  etiology.  On  February  20, 
1972,  she  was  admitted  to  Thayer  Hospital  for  progressively 
severe,  uncontrollable  pain  of  the  left  shoulder.  In  addition  she 
had  weight  loss,  diffuse  skin  pigmentation,  and  extreme  weak- 
ness. On  that  occasion,  her  hemoglobin  was  9.6gm.%  and  leuko- 
cyte count  was  7,100.  BUN  was  93  mg.%.  Creatinine  was  8.3 
mg.%.  Because  of  uric  acid  elevation,  a trial  of  Colchicine  was 
given.  This  caused  no  relief  of  pain.  Joint  fluid  was  aspirated  on 
several  occasions;  there  were  no  uric  acid  crystals  and  cultures 
were  sterile.  Because  of  osteolytic  lesions  in  the  adjacent  clavi- 
cle, a trial  of  cobalt  therapy  was  given,  but  this  also  gave  no  relief 
from  shoulder  pain.  Synovial  biopsy  was  recommended  but  re- 
fused. In  June  1972,  she  was  admitted  with  nausea  and  vomiting 
and  painful  swelling  of  the  right  wrist.  Swelling  was  diffuse,  and 
the  joint  was  tender  (See  Figs.  7 and  8).  Range  of  motion  was 
moderately  limited.  Pain  in  the  left  shoulder  lessened  slowly,  but 
there  was  prominent  synovial  thickening  so  gross  that  it  could  be 
seen.  In  October  1972,  she  developed  a painful  effusion  in  the 
right  knee.  Subsequently,  she  developed  typical  median  nerve 
entrapment  in  the  carpal  tunnels  confirmed  by  nerve  conduction 
time.  Carpal  tunnels  were  surgically  decompressed  which  caused 
some  relief  of  pain.  She  died  four  months  later.  At  autopsy,  she 
had  diffuse  involvement  of  joints  by  an  amyloid-like  tissue. 

Comment:  Arthritic  symptoms  are  common  with  plasma  cell 
myeloma,  but  most  of  them  are  caused  by  adjacent  bone  in- 
volvement by  the  myeloma  itself.  In  a series  of  46  cases  from 
Hammersmith  Hospital  and  Canadian  Red  Cross  Memorial  Hos- 
pital. Hamilton  and  Bywaters15  found  eight  instances  of  joint 
disease  in  six  patients.  Three  were  degenerative  joint  disease, 
two  gout,  two  traumatic  synovitis,  and  one  para-amyloid 
infiltration  of  the  carpal  tunnels. 

But  uncommonly,  as  is  true  in  this  woman,  a true  arthritis 
complicates  or  antedates  multiple  myeloma.  In  two  reported 
series,16’17  the  inter-relationship  between  multiple  myeloma, 
rheumatoid  arthritis,  and  amyloidosis,  especially  of  the  joints, 
seems  unclear.  In  some  instances,  well-documented  rheumatoid 
arthritis  terminates  in  multiple  myeloma,  while  in  others  an  atyp- 
ical arthritis  complicates  multiple  myeloma. 

Zawadzki  and  Benedek1*  subdivide  such  cases  into  "rheu- 
matoid arthritis  associated  with  monoclonal  globulino- 
pathy”  and  “dysproteinemic  arthropathy.”  In  the  latter  group, 
amyloid  deposits  have  been  found  in  some  of  the  affected  joints. 
The  reported  patient  falls  into  the  dysproteinemic  arthropathy 
group  since  her  joint  symptoms  arose  after  her  multiple  myeloma 
was  moderately  advanced  and  since  she  had  amyloid  infiltration 
of  the  joints. 

Discussion 

Table  1 summarizes  the  remaining  twelve  patients 


Table  2 

Period  — 5 Years  (1969-1973) 

Diagnosis 

No.  of  Cases 

Acute  Feukemia 

5 

Chronic  Fymphocytic  Feukemia 

5 

Chronic  Granulocytic  Feukemia 

6 

Hodgkins  Disease 

20 

Non-Hodgkins  Lymphoma,  i.e.. 

Lymphosarcoma 

14 

Giant  Follicular  Lymphoma 

1 

Reticulum  Cell  Sarcoma 

0 

Grant  Total 

51 

with  plasma  cell  myeloma  seen  at  Thayer  Hospital 
over  the  last  five-year  period  during  which  the  six 
patients  reported  in  detail  were  seen.  The  incidence 
of  multiple  myeloma  is  in  the  range  of  2 to  3 per 
100,000. 1H  Since  Thayer  Hospital's  catchment  area 
overlaps  that  of  several  other  area  hospitals,  a re- 
liable incidence  figure  is  impossible.  However,  3 + 
patients  per  year  in  one  hospital  in  the  Upper  Ken- 
nebec Valley  would  seem  to  suggest  a higher  inci- 
dence than  that  reported  above.  It  has  also  been  re- 
ported that  myeloma  is  seen  with  approximately  the 
same  frequency  as  Hodgkin's  Disease  and  chronic 
lymphocytic  leukemia.11  The  numbers  of  cases  of 
malignant  hemopoietic  malignancies  seen  at  Thayer 
Hospital  over  the  same  five-year  period  are  listed  in 
Table  2. 

Patient  A.B.  seems  to  have  a solitary  plasma- 
cytoma of  the  skull.  But  the  majority  of  such  pa- 
tients, if  followed  long  enough,  develop  dissemi- 
nated myeloma.  The  other  patients  are  typical 
examples  of  plasma  cell  myeloma  with  the  expect- 
ed anemia  or  bone  pain. 

Five  of  eighteen  patients  seen  at  Thayer  Hos- 
pital over  a five-year  period  presented  with  other 
than  the  typical  bone  pain  and  anemia  complaints. 
Realizing  that  multiple  myeloma  may  present  with 
manifestations  reflecting  soft  tissue  involvement, 
amyloid  deposition,  or  circulating  antibody  defi- 
ciency problems  is  important  for  several  reasons. 
First,  multiple  myeloma  is  easily  diagnosed  once 
considered.  One  needs  only  a bone  marrow  speci- 
men and  appropriate  electrophoretic  studies  ot 
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blood  and  urine.  A high  index  of  suspicion  would 
make  unnecessary  an  expensive  diagnostic  workup, 
often  with  unnecessary  exploratory  surgery.  Sec- 
ond, intravenous  urography  is  potentially  dan- 
gerous in  multiple  myeloma,  a number  of  instances 
of  renal  shutdown  having  been  reported.5  Early 
diagnosis  of  myeloma  would  obviate  an  IVP  being 
done  while  looking  for  a primary  tumor  of  origin. 
Last,  multiple  myeloma  responds  favorably  to 
chemotherapeutic  agents  w hich  should  be  used  be- 
fore pathologic  fractures,  with  their  considerable 
morbidity,  appear. 
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Approaches  to  the  Evaluation  of 
Physical  Therapy  Services 

Richard  T.  Chamberlin,  M.D. 


Introduction 

The  medical  profession  has  been  exploring  new 
methods  to  best  evaluate  the  quality  of  medical 
care.  Although  significant  advances  in  techniques 
of  review  have  been  made,  much  remains  to  be 
done.1  There  is  at  least  one  definitive  study,  the  re- 
sults of  which  certainly  appear  to  call  for  a note  of 
caution  in  interpreting  results  of  review  efforts 
based  on  current  accepted  methodology.2,3  The 
problem  becomes  more  complex  when  one  under- 
takes to  evaluate  the  services  of  some  of  the  medical 
paraprofessional  disciplines.  This  paper  describes 
several  efforts  to  evaluate  physical  therapy  services 
in  an  acute  general  hospital  which  has  an  active  con- 
tinuing care  (medical  rehabilitation)  service. 

Methods 

The  Thayer  Hospital  in  Waterville,  Maine  is  a 
one  hundred  and  seventy-three-bed  acute  general 
medical  surgical  hospital.  There  has  been  an  organ- 
ized approach  to  providing  for  patients  in  need  of 
rehabilitation  medicine  services  throughout  the 
periods  described  in  these  audits.4  The  department 
— termed  the  Continuing  Care  Service  — is  under 
the  direction  of  a physician  and  provides  physical 
therapy,  occupational  therapy,  social  service, 
audiology,  speech  pathology,  psychiatry,  and 
mental  health.  From  1967  to  1973,  the  in-patient  re- 
habilitation unit  was  a licensed  distinct  part  Extend- 
ed Care  Facility.  Since  1973,  the  long-term,  in- 
patient rehabilitation  needs  have  been  provided 
under  the  guidelines  promulgated  in  the  Inter- 
mediary Manual  Revision  Transmittal  #255,  dated 
April  1972  from  the  Department  of  Health,  Educa- 
tion, and  Welfare  — Social  Security  Administra- 
tion. 

The  data  for  the  audits  to  be  described  were  de- 
rived from  the  various  reports  from  the  hospital's 
discharge  abstract  service,  PAS-MAP,  sponsored 
by  the  Commission  on  Professional  Hospital  Ac- 
tivities of  Ann  Arbor,  Michigan.  Each  audit  ap- 
proach will  be  detailed  and  followed  by  comments 
pertinent  to  that  particular  study. 

Audit  Approach  # I 

The  first  approach  was  a simple  descriptive  listing 
of  patients  having  a discharge  diagnosis  which  might 
reasonably  be  expected  to  require  physical  therapy 
services  in  some  instances.  The  table  compares  all 
those  patients  with  a diagnosis  of  cerebrovascular 
disease  in  the  year  1971  by  whether  or  not  they  had 


Table  1 


Studied 

Total  Sample 
(all pts.  in  same 
time  period ) 

Those 

With 

P.T. 

Those 

Without 

P.T. 

1.  Similarities 
Percentage  male 

65% 

63 % 

64% 

Diastolic  B.P.  over  100  mm  21% 

47% 

52% 

Temperature  over  100°  F 

5% 

50% 

50% 

Pts.  in  ICU  or  CCU 

13% 

45% 

54% 

Pts.  given  Inhalation  Rx 

10% 

50% 

50% 

Pts.  given  steroids 

21% 

47% 

52% 

2.  Differences 
Average  stay 

8.1 

45.0 

12.9 

Age  differences 
Over  65 

60% 

43% 

56% 

Under  65 

40% 

25% 

75% 

Afebrile  on  admission 
Later  fever 

28% 

43% 

46% 

physical  therapy  while  in  the  hospital.  In  turn,  those 
groups  were  compared  with  the  gross  aggregate  data 
representing  all  patients  seen  in  the  hospital  during 
the  same  time  period  (Table  1). 

Comment.  This  approach  did  not  help  to  solve 
the  problem  of  evaluating  physical  therapy  services. 
The  similarities  noted  simply  showed  that  patients 
with  cerebrovascular  disease  were  generally  sicker 
than  the  average  patient  admitted  during  the  same 
time  period  whether  or  not  physical  therapy  was 
used  and  that  those  who  did  not  have  physical 
therapy  were  even  sicker  than  those  who  did  (more 
diastolic  hypertension,  more  special  care  units 
used,  more  steroids  used). 

The  differences  noted  in  the  table  tended  to  con- 
firm the  above  conclusion  while  also  showing  a 
marked  difference  in  length  of  stay  with  those  re- 
ceiving physical  therapy  staying  nearly  three  times 
as  long  as  those  who  did  not.  There  was  no  attempt 
to  study  comparative  outcomes  at  that  time.  It  also 
should  be  noted  that  in  1971  the  hospital  had  an 
Extended  Care  Facility  unit  and  many  of  the  pa- 
tients with  cerebrovascular  disease  who  did  receive 
physical  therapy  were  in  the  Extended  Care  Unit 
and,  therefore,  their  length  of  stays  lumped  together 
with  other  length  of  stays  tended  to  increase  the 
overall  average  length  of  stay  for  those  having  ser- 
vices. 

Audit  Approach  #2 

The  next  approach  was  that  of  the  consecutive 
case  method  of  study.  One  hundred  consecutive 
charts  of  patients  receiving  physical  therapy  were 
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Tahi  e 2 


Tabi  e 3 


Patients  Patients 
With  P.T.  Without  P.T. 


Total  # 

100 

100 

Average  Age 

55.5 

45.X 

9?  Males 

40% 

54% 

# Transferred 

12 

1 

# Deaths 

6 

6 

Average  L.O.S. 

16.5 

5.9 

M.D.  by  Service 

Pediatrics 

1 

1 

Medicine 

31 

33 

Family  Practice 

0 

3 

Ophthalmology 

1 

5 

Neurology 

T 

1 

Surgery 

27 

29 

ENT 

*> 

X 

Dental 

0 

Orthopedic 

20 

7 

Urology 

0 

6 

Neurosurgery.  Psychiatry, 
Oncology.  OBS-GYN 

16 

5 

compared  with  one  hundred  who  did  not  have  phys- 
ical therapy  in  1973  (Table  2). 

Comment.  This  approach,  again,  seemed  helpful 
only  in  a descriptive  sense.  Patients  receiving  phys- 
ical therapy  tended  to  be  older,  more  likely  to  be  fe- 
male, and  stayed  three  times  longer  than  those  who 
did  not  have  physical  therapy.  There  seemed  to  be 
no  clear-cut  tendency  to  use  physical  therapy  by 
any  one  of  the  services  compared  to  any  other  ex- 
cept perhaps  by  the  orthopedic  service  as  might  be 
expected. 

Audit  Approach  #3 

This  approach  provided  a more  in  depth  analysis 
of  the  physical  therapy  department.  The  method 
began  with  an  analysis  of  the  physical  therapy  order 
itself  as  it  appeared  in  the  records.  The  study  ended 
w ith  an  attempt  at  analysis  of  the  results  of  physical 
therapy  as  detailed  in  various  progress  notes  and 
other  documented  information  in  the  record.  A 
worksheet  was  developed  on  which  to  record  data 
pertaining  to  the  physical  therapy  orders  (Table  3). 

An  analysis  based  on  these  data  is  shown  inTable 
4. 

Analysis  of  the  results  of  this  audit  method  would 
seem  to  substantiate  the  following  conclusions.  (1) 
The  assumption  made  by  many  that  physicians  do 
not  write  their  physical  therapy  orders  is  incorrect. 
How'ever,  the  completeness  of  the  orders  is  far  from 
that  which  is  desirable.  Many  times  the  hospital 
record’s  order  sheet  would  simply  read.  “Physical 
therapy,"  or.  “Send  to  physical  therapy  for  back- 
ache." (2)The  physician  apparently  does  not  under- 
stand or  value  a physical  therapist's  evaluation  of  a 
patient,  at  least  as  witnessed  by  the  low  rate  at 
which  such  an  evaluation  was  actually  ordered.  (3) 
Neither  the  physical  therapist  nor  the  physician 
documents  response  to  physical  therapy  well  at  all 


Worksheet  Used  in  Evaluation  ol  Physical 
Therapy  Orders  

The  Physical  Therapy  Order 

Yes  No 

I.  Recording 

A.  Order  written  by  M.D. 

B.  Order  given  by 

1.  Voice 

2.  Telephone 

II  Details  of  the  Order 

A.  Evaluation  ordered 

I . If  yes,  was  it  done 

B.  Modality  named  (heat,  etc.) 

C.  Modifier  named  (active,  passive,  etc.) 

D.  Frequency  mentioned 

E.  l ength  of  time  mentioned 

F.  Precautions  detailed 

Physical  Therapy  Progress  Notes 

Complete  Incomplete 

Initial  Evaluation  — where  indicated 
Progress  Note  Ix/week 

Complication  In  Relation  to  P.T.  

as  witnessed  by  the  fact  that  almost  one-fourth  of 
the  records  reviewed  contained  no  reference  to 
w hether  the  patient  received  benefit  from  such  ser- 
vices or  not. 

Audit  Approach  #4 

This  approach  was  simply  a listing  of  the  statisti- 
cal productivity  of  the  physical  therapy  department 
in  terms  of  unit  of  service  rendered  by  the  physical 
therapy  service  per  unit  of  time  (Table  5). 

Comment.  Since  the  size  of  the  physical  therapy 
department  did  not  change  in  the  years  noted  above 
— consisting  of  two  registered  physical  therapists 
and  two  physical  therapy  aides,  efficiency  of  pro- 
ducing services,  at  least  by  this  statistical  mea- 
surement, did  improve  slightly  over  the  time 
studied.  Not  included  of  course  in  this  method  is  the 
amount  of  time  spent  by  the  physical  therapy  per- 
sonnel in  such  patient  care  related  activities  as  at- 
tending weekly  team  conferences. 

Discussion 

A review  of  the  literature  reveals  that  not  much 
has  been  written  with  regards  to  the  methodology  of 
evaluating  physical  therapy  services.  One  approach 
utilizes  the  systems  analysis  technique  in  such  eval- 
uation.5 In  this  report,  it  was  helpful  to  list  the  spe- 
cific objectives  of  physical  therapy  as  a therapeu- 
tic modality  as  follows: 

(1)  To  restore  to  the  highest  level  possible  the 
physical  functionings  impaired  by  the  dis- 
abling condition. 

(2)  To  deliver  the  physical  therapy  services  in  a 
manner  which  will  most  efficiently  utilize  the 
resources  of  the  physical  therapy  system. 

(3)  To  continually  improve  the  quality  of  these 
services  through  research  and  training  in  the 
field  of  physical  therapy. 
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Table  4 


Item 

Actual 
N umber 

T otal 

Applicable 

% 

1.  Recording  of  P.T.  order 

a.  Written  by  M.D. 

41 

47 

87% 

b.  Voice  orders 

3 

47 

6% 

c.  Telephone  order 

3 

47 

6% 

2.  Details  of  the  order 

a.  P.T.  evaluation  ordered 

2 

47 

4% 

b.  Modality  named  (heat,  exercise) 

36 

44 

82% 

c.  Modifier  named  (active,  passive) 

18 

36 

50% 

d.  Frequency  of  treatment  mentioned 

15 

47 

32% 

e.  Duration  of  treatment  noted 

2 

47 

4% 

f.  Precautions  detailed 

6 

46 

13% 

3.  Details  of  P.T.  response 

a.  Evaluation  done 

3 

3 

100% 

(actually  seven  were  done  — four  of 
them  with  no  specific  order  for  evaluation) 

b.  Progress  notes  once  per  week 

44 

46 

96% 

(one  record  had  no  P.T.  sheet  in 
record  at  all) 

c.  Complication  related  to  P.T. 

0 

46 

0% 

4.  Effectiveness  of  P.T. 

a.  This  was  very  difficult  to  evaluate  and  will  be  summarized  as  follows:  ( I record  eliminated  since 
no  P.T.  sheet  found  in  record)  — Eleven  records  were  totally  impossible  to  evaluate  as  no  state- 
ments were  made  by  either  M.D.  or  P.T.  as  to  whether  P.T.  helped  or  not.  (24%)  — Thirty-five 
records  could  be  judged  and  were  rated  as  follows: 


Scale 

Definition 

Records 

% 

0 

No  improvement 

3 

6% 

1 + 

Slight 

9 

20% 

2 + 

Moderate 

13 

28% 

3 + 

Good 

9 

20% 

4+ 

Excellent 

1 

2% 

CNE 

Could  not  evaluate 

11 

24% 

Table  5 


Year 

# P.T. 
Man-hours 

# P.T. 
Treatments 

Treatment 

Man-hour 

1971 

7.930 

1 1 .065 

1.40 

1972 

7,781 

11.267 

1.45 

1973 

7,937 

11,969 

1.51 

On  the  basis  of  these  three  objectives,  the  follow- 
ing seven  functions  of  physical  therapy  should  be 
considered. 

(A)  Patient  care. 

(B)  Research  and  training. 

(C)  Administration. 

(D)  Supportive  services. 

(E)  Transportation. 

(F)  Communications. 

(G)  Information. 

Following  the  format  of  the  approach  by  Ken- 
nedy, et  al,  the  audit  activity  described  above  does 
not  help  describe  physical  therapy  services  well  at 
all. 

For  instance,  if  one  looks  at  the  specific  objec- 
tives of  physical  therapy  as  stated  above,  one  can 
compare  each  of  the  audit  methods  used  against  how 
well  it  fulfills  a study  of  each  specific  objective.  Ob- 
jective #1  was  listed,  “To  restore  to  the  highest 
level  possible  the  physical  functionings  impaired  by 
the  disabling  condition.”  Audit  approaches  # 1 . #2, 
and  #4  do  not  meet  any  aspects  of  this  objective  at 


all.  One  portion  of  the  audit  approach  #3  — the  ef- 
fectiveness of  physical  therapy  — only  partly  meets 
this  objective.  The  rating  scale  for  effectiveness  is 
obviously  too  gross.  Rarely  in  the  physician's  order 
or  in  the  physical  therapy  response  is  an  objective 
scale  for  measuring  loss  of  physical  function  used. 
Physicians  do  not  order  physical  therapy  evaluation 
which  might  well  document  initial  loss  of  function 
so  that  outcome  could  be  compared  to  it.  As  for  ob- 
jective #2  — that  is  — to  deliver  the  physical  ther- 
apy services  in  a manner  which  will  most  efficiently 
utilize  the  resources  of  the  physical  therapy  system, 
audit  approaches  # 1 and  #2  again  do  not  meet  this 
objective  at  all.  Audit  approach  #3  indirectly  mea- 
sures efficiency  and  indicates  a terribly  low  level  of 
efficiency.  If  the  physician's  order  does  not  include 
evaluation  of  the  patient,  specifics  of  modality  or 
modifier,  frequency,  and  duration  — the  physical 
therapist  is  left  with  no  objective  way  to  plan  and 
deliver  the  services.  This  has  to  be  inefficient.  How 
many  patients  get  physical  therapy  who  do  not  need 
it?  There  is  no  way  to  answer  the  question.  Audit 
approach  #4  indirectly  through  statistics  meets  this 
objective  and  there  does  seem  to  be  a slight  increase 
in  efficiency  as  measured  by  treatment  per  man- 
hour. Finally,  as  to  objective  #3  — to  continually 
improve  the  quality  of  these  services  through  re- 
search and  training  in  the  field  of  physical  therapy, 
one  finds  very  little  or  no  research  being  done  in 
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physical  therapy  departments  in  most  community 
hospitals,  and  that  training  which  is  done  is  usually 
mostly  limited  to  on-the-job  training  of  physical 
therapy  aides  where  a personnel  problem  exists. 
One  should  give  credit,  of  course,  here  to  the 
courses  of  continuing  education  that  physical  thera- 
pists do  attend  throughout  the  course  of  a year. 

Finally,  if  one  evaluates  the  audit  activity  under- 
taken against  each  of  the  functions  of  physical  ther- 
apy listed  by  Kennedy,  et  al,  one  sees  the  following 
(Table  6). 


these  such  rating  scales  varying  all  the  way  from 
very  specific  numerical  rating  of  individual  muscle 
and  muscle  groups  to  more  gross  functional  scales 
such  as  the  PULSES  Profile  adapted  from  Mosko- 
witz.6 

3.  Physical  therapists  should  not  be  doing  what 
nurses  should  be  doing.  After  initial  evaluation  and 
recommendations  are  made,  such  routine  things  as 
range  of  motion  and  walking  exercises  should  be 
performed  under  the  supervision  of  nurses  on  the 
patient's  general  medical-surgical  ward  with  assis- 


Table 6 


Function 

A udit  # / 

Audit  #2 

Audit  #.i 

Audit  #4 

Patient  care 

Defines  population  only 

Defines  population  only 

Direct  measure 

Indirect  measure 

Research  & training 

N/A* 

N/A 

N/A 

N/A 

Administration 

N/A 

N/A 

N/A 

Indirect  measure 

Supportive  Services 

N/A 

N/A 

N/A 

N/A 

Transportation 

N/A 

N/A 

N/A 

N/A 

Communications 

N/A 

N/A 

Direct 

N/A 

Information 

N/A 

N/A 

Direct 

N/A 

*N/A  = Not  Applicable 


Therefore,  out  of  twenty-eight  areas  of  measure- 
ment possible,  the  audit  approaches  taken  directly 
measure  only  three  and  indirectly  measure  two 
more.  Two  more  measures  are  descriptive  measures 
only,  but  twenty-one  functional  areas  are  not  mea- 
sured at  all. 

Conclusions  and  Recommendations 

The  analysis  of  physical  therapy  services  as  de- 
scribed in  this  article  w ould  seem  to  justify  the  fol- 
lowing conclusions  and  recommendations. 

1.  The  specificity  of  the  initial  order  for  physical 
therapy  services  should  be  improved  and  should  in- 
clude at  least  the  following: 

a.  A statement  with  regard  to  what  functional 
loss  has  occurred.  Where  this  is  not  known, 
physical  therapy  evaluation  of  functional 
loss  should  be  ordered  as  part  of  the  initial 
physical  therapy  order,  and  if  not  ordered, 
it  should  be  done  automatically  by  the  phys- 
ical therapist  as  part  of  the  initial  report. 

b.  A statement  should  be  made  as  to  what 
specific  goal  of  physical  therapy  is  to  be 
and.  if  not  so  stated,  then  the  physical  ther- 
apist should  be  allowed  the  professional 
judgement  as  to  what  the  goals  should  be 
and  as  to  when  they  are  met  in  the  course  of 
therapy. 

c.  The  order  should  specify  the  type  of  physi- 
cal therapy,  the  frequency  of  treatments, 
the  duration  of  therapy,  and  what  precau- 
tions, if  any,  should  be  taken  during  the 
course  of  therapy. 

2.  Some  manner  of  functional  rating  scale  should 
be  adopted  and  used  by  all  physicians  and  therapists 
within  any  given  institution.  There  are  many  of 


tance  and  supervision  from  physical  therapists  only 
to  the  degree  asked  for  by  the  nurses.  Follow-up 
evaluations  of  progress,  of  course,  should  be  done 
by  the  physical  therapy  department. 

4.  Programs  of  on-job  training  of  physical  thera- 
py aides  should  be  standardized  in  some  fashion 
with  a curriculum  and  not  be  left  to  the  individual 
department  heads  totally. 

5.  A mechanism  should  be  established  to  allow 
the  physical  therapist  to  discontinue  services  to 
those  patients  showing  no  further  signs  of  recovery 
or  benefit  from  their  services.  This  is  necessary  to 
free  physical  therapy  time  to  apply  to  those  patients 
who  have  been  shown  in  an  objective  evaluation  to 
be  likely  to  respond  to  therapy  and  who  take  more 
of  the  therapist's  time. 

6.  There  should  be  some  regular  audit  of  all  ac- 
tive physical  therapy  cases  to  answer  the  very 
specific  question  — “Is  there  objective  evidence  of 
improvement  or  not?” 

7.  The  continued  problem  of  prompt  and  ease  of 
communication  between  all  members  of  the  medical 
care  team,  but  particularly  between  physicians  and 
paraprofessionals  should  be  more  seriously  studied 
and  solved. 

Summary 

This  paper  has  described  several  attempts  made 
to  evaluate  the  effectiveness  of  physical  therapy 
services  in  an  acute  general  medical-surgical  hos- 
pital. Comparison  of  the  methods  used  against  at 
least  one  accepted  method  from  the  literature  was 
accomplished.  Recommendations  for  improving  the 
techniques  of  evaluation  of  physical  therapy  ser- 
vices are  made. 

Continued  on  Page  64 
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Diuretics 
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Diuretics 

Diuretics  are  agents  which  are  designed  to  effect  a 
negative  sodium  balance  by  inhibiting  the  renal 
tubular  reabsorption  of  sodium.  Their  primary 
therapeutic  usefulness  is  in  patients  with  edema  or 
ascites,  both  of  which  are  pathologic  increases  in 
extracellular  fluid  volume.  This  brief  review  will 
focus  on  diuretics  in  common  use  at  present, 
namely,  thiazide  diuretics,  loop  diuretics,  and  distal 
blocking  agents.  Extensive  reviews  (including  a re- 
view of  osmotic  diuretics)  can  be  found  else- 
where.14 The  use  of  diuretics  for  non-edematous 
states  (e.g. , hypertension,  acute  renal  failure,  hyper- 
calciuria,  diabetes  insipidus)  will  not  be  discussed. 

Since  the  rational  use  of  diuretic  agents  demands 
a thorough  knowledge  of  normal  salt  and  water 
metabolism,  a review  is  in  order.  A typical  70  kg 
individual  has  an  “exchangeable”  body  sodium 
content  of  approximately  3,000  mEq  which  is  virtu- 
ally confined  to  an  extracellular  fluid  (ECF)  volume 
comprising  20%  of  body  weight  and  33%  of  total 
body  water.  Given  a normal  glomerular  filtration 
rate  (GFR)  of  180  L/d  and  a plasma  sodium  concen- 
tration of  140  mEq/L  approximately  25,000  mEq  of 
sodium  are  filtered  daily,  an  amount  eight  times 
greater  than  the  total  body  stores  of  sodium.  In  a 
normal  individual  who  is  ingesting  an  ordinary  diet 
containing,  for  example,  100  mEq  of  sodium/day,  a 
similar  amount  of  sodium/day  must  be  excreted  in 
the  urine  in  order  to  remain  in  sodium  balance.  It  is 
thus  clear  that  greater  than  99%  of  the  filtered 
sodium  (all  but  100  mEq  of  the  25,000  mEq  filtered) 
must  be  reabsorbed  by  the  renal  tubule  in  order  to 
maintain  sodium  balance. 

This  exquisite  balance  is  achieved  by  sequential 
reabsorption  of  sodium  along  the  nephron.  In  the 
proximal  tubule,  approximately  70-80%  of  the 
filtered  sodium  is  actively  reabsorbed  in  an  isotonic 
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Fig.  1.  Schematic  drawing  of  nephron  showing  active  or  passive 
ion  and  water  movement,  percent  of  glomerular  filtrate  remaining 
in  the  various  segments,  and  site  of  action  of  major  diuretics. 


fashion  (see  Fig.  1).  It  should  be  recalled  that  the 
bulk  of  bicarbonate  reabsorption  also  occurs  prox- 
imally  via  hydrogen  ion  secretion  which  requires 
the  action  of  the  enzyme,  carbonic  anhydrase.  In 
the  ascending  limb  of  the  loop  of  Henle  approxi- 
mately 10-20%  of  the  filtered  sodium  is  reabsorbed 
(approximately  3A  of  the  sodium  delivered  into  the 
loop).  At  this  site,  however,  it  appears  that  chloride, 
not  sodium,  is  actively  reabsorbed.  Solute  reab- 
sorption in  the  ascending  limb  differs  from  that  in 
the  proximal  tubule  in  another  important  respect: 
namely,  the  tubular  membrane  is  relatively  im- 
permeable to  water  so  that  as  solute  is  removed, 
water  remains  behind,  leaving  the  tubular  fluid 
hypotonic  or  dilute,  not  isotonic  as  in  the  proximal 
nephron.  Finally,  the  distal  tubule  and  collecting 
duct  recapture  virtually  all  of  the  remaining  5%  of 
the  filtered  sodium  both  by  sodium  chloride  reab- 
sorption and  by  cation-exchange  (Na'  -K’  ; Na 
-H  ).  The  rate  of  distal  cation-exchange  is  governed 
by  the  rate  of  aldosterone  secretion  and  by  the  rate 
of  sodium  delivered  to  the  exchange  sites. 

In  the  normal  individual  whose  dietary  sodium 
intake  is  abruptly  decreased  from  100  mEq/day  to  0 
mEq/day,  urinary  sodium  excretion  rapidly  de- 
creases over  the  next  few  days  to  match  sodium 
ingestion  in  order  to  maintain  extra-cellular  fluid 
volume.  This  renal  regulation  of  sodium  balance  is 
accomplished  by  a series  of  factors  comprising: 
1 )GER;  2)  aldosterone;  3)  a volume  control  mech- 
anism (probably  not  hormonal)  which  regulates 
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sodium  reabsorption  in  the  proximal  tubule.  Thus, 
while  the  edematous  patient  may  develop  his  or  her 
state  of  positive  sodium  balance  for  a variety  of 
reasons  (cardiac,  hepatic,  renal),  ultimately,  so- 
dium excretion  must  lag  behind  sodium  ingestion  (at 
least  transiently)  due  to  malfunction  of  one  or  more 
of  the  three  factors  described  above.  As  noted  ear- 
lier, diuretics  are  designed  to  correct  this  situation 
by  increasing  renal  sodium  excretion  via  inhibition 
of  tubular  sodium  reabsorption. 

Before  proceeding  to  a discussion  of  the  specific 
diuretic  agents  and  their  usage,  it  should  be  recalled 
that  edema  is  not  a primary  diagnosis.  Treatment 
should  be  specifically  directed  at  the  primary  dis- 
ease wherever  possible,  e.g.,  use  of  digitalis  in  con- 
gestive heart  failure.  Second,  in  many  instances  of 
edema,  such  as  the  mild  physiologic  edema  of  preg- 
nancy or  the  edematous  patient  with  hepatic  pre- 
coma, diuretics  maybe  specifically  contraindicated. 
Third,  the  most  common  “side-effect”  of  diuretic 
therapy,  volume  depletion,  is  simply  a consequence 
of  the  overzealous  use  of  these  potent  drugs.  The 
use  of  diuretics  on  alternate  days,  whenever  feasi- 
ble, is  a simple  and  convenient  way  to  reduce  the 
likelihood  of  volume  depletion.  Finally,  the  use  of 
several  agents  (in  full  dosage)  which  have  their  ef- 
fect at  different  loci  within  the  nephron  may  be 
required  in  order  to  achieve  a successful  diuresis. 

Thiazide  Diuretics 

The  benzothiadiazides  were  first  synthesized  in 
the  late  1 950's  as  an  extension  of  studies  on  carbonic 
anhydrase  inhibitors  such  as  acetazolamide  (Dia- 
mox).  The  latter  class  of  agents  is  rarely  used  as 
diuretics  at  present  because  of  their  lack  of  potency. 
However,  they  are  widely  employed  in  the  treat- 
ment of  glaucoma  and  are  useful  in  achieving  al- 
kalinization  of  the  urine.  Chlorothiazide  (Diuril) 
was  the  first  member  of  the  benzothiadiazides  to  be 
widely  studied  and  is  a model  for  the  many  analogs 
(including  the  nonthiazide,  chlorthalidone,  [Hygro- 
ton])  which  have  been  produced  subsequently. 

Chlorothiazide  is  readily  reabsorbed  from  the 
gastrointestinal  tract.  It  achieves  its  maximal  diure- 
tic activity  within  30-45  minutes  after  oral  or  in- 
travenous administration  and  its  effect  disappears  in 
approximately  6 hours.  Thiazides  are  thought  to 
inhibit  sodium  and  chloride  reabsorption  in  the  early 
portion  of  the  distal  tubule  (the  “cortical  diluting 
segment")  though  recent  evidence  suggests  that 
thiazides  may  block  active  chloride  reabsorption  in 
the  ascending  limb  of  the  loop  of  Henle  (see  Fig.  1 ). 
Maximum  fractional  sodium  excretion  observed 
when  thiazides  are  studied  under  standardized 
laboratory  conditions  is  between  5 and  8%  of  the 
filtered  load.  The  specific  chemical  interaction  be- 
tween thiazide  diuretics  and  the  postulated  "recep- 
tors” in  the  renal  tubule  is  now  known.  The  action 
of  thiazide  diuretics  differs  from  other  agents  such 


as  the  older  mercurial  diuretics  and  carbonic  anhy- 
drase inhibitors  in  that  the  renal  effect  is  virtually 
independent  of  alterations  in  systemic  acid-base 
equilibrium. 

Since  sodium  reabsorption  is  blocked  by 
thiazides  “upstream”  from  the  site  of  distal  Na' 
-K  and  Na'  -H " exchange,  it  is  not  surprising 
that  an  accelerated  rate  of  potassium  and  hydrogen 
ion  excretion  occurs.  Moreover,  the  loss  of  sodium 
and  the  concomitant  reduction  in  plasma  and  ECF 
volume  lead  to  increased  production  of  aldosterone 
via  the  renin-angiotensis  mechanism,  which  will 
further  accelerate  distal  cation-exchange.  The  in- 
crease in  Na"  -K'  exchange  leads  to  the  well- 
known  hypokalemia  and  potassium  depletion  ob- 
served in  patients  treated  with  diuretics.  The  in- 
crease in  Na'  -H  exchange  and  concomitant 
chloride  depletion  may  produce  metabolic  alka- 
losis. Treatment  of  diuretic-induced  hypochlo- 
remic metabolic  alkalosis  requires  provision  of 
sufficient  chloride  usually  in  the  form  of  potassium 
chloride  (approximately  40-60  mEq/day  in  3 to  4 
divided  doses).  Treatment  of  potassium  depletion, 
when  it  occurs,  can  be  accomplished  by  the  ad- 
ministration of  40  to  60  mEq/day  of  10%  liquid 
potassium  chloride,  not  potassium  triplex,  potas- 
sium bicarbonate  (K-Lyte)  or  potassium  gluconate 
(Kaon).5  The  use  of  enteric-coated  potassium  sup- 
plements should  be  avoided  because  of  the  high 
incidence  of  distal  jejunal  or  ileal  ulcerations  as- 
sociated with  their  use.  These  untoward  effects  are 
probably  due  to  high  concentrations  of  potassium  at 
the  locus  of  dissolution  of  the  tablets  in  the  small 
intestine.  Utilization  of  foods  as  sources  of  potas- 
sium is  unreliable.  Since  the  majority  of  patients  do 
not  develop  clinically  significant  hypokalemia  or 
potassium  depletion,  routine  prescription  of  sup- 
plemental potassium  is  not  required.  The  patient 
who  is  receiving  concomitant  digitalis  therapy  or  the 
cirrhotic  patient  receiving  diuretics  needs  closer 
follow-up  evaluation  so  that  hypokalemia  and  its 
consequences  can  be  prevented. 

Numerous  complications  of  thiazide  diuretics 
have  been  reported,  including  hyperglycemia,  hy- 
peruricemia, hypercalcemia,  cholestatic  hepatitis, 
and  hypersensitivity  (manifested  by  purpura,  der- 
matitis, and  necrotizing  vasculitis).  For  reasons  that 
are  not  entirely  clear,  hepatic  coma  appears  to  have 
been  produced  by  the  injudicious  use  of  thiazide 
diuretics  in  patients  with  advanced  hepatic  disease. 

Differences  among  the  various  thiazide  deriva- 
tives are  minor  and  a decision  for  one  or  another 
thiazide  must  therefore  be  based  on  differences  in 
cost  locally.  500  mg  of  chlorothiazide  is  equivalent 
to  50  mg  of  hydrochlorothiazide  (HydroDiuril, 
Esidrix)  and  to  100  mgm  of  chlorthalidone.  Chlo- 
rothiazide (or  an  analog)  can  be  given  in  a dose  of 
500-1500  mg  day  (or  its  equivalent)  in  two  divided 
doses. 
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Loop  Diuretics 

The  two  widely  used  loop  diuretics,  ethacrynic 
acid  (Edecrin)  and  furosemide  (Lasix),  were  both 
developed  in  the  early  1960’s  and  have  subsequently 
attained  a high  level  of  clinical  acceptance  and  utili- 
zation. Both  are  capable  of  producing  a fractional 
sodium  excretion  of  approximately  25%  or  more  of 
the  filtered  sodium  load  (approximately  5 times  as 
potent  as  chlorothiazide).  Their  potency,  effective- 
ness when  given  orally,  and  relatively  low  rates  of 
side  effects  have  resulted  in  virtual  abandonment  of 
the  use  of  the  injectable  organomercurial  prepara- 
tions. Although  furosemide  (a  sulfonamide  deriva- 
tive) and  ethacrynic  acid  (a  phenoxyacetic  acid  de- 
rivative) are  not  structurally  related,  for  all  practical 
purposes,  furosemide  (40mg)  and  ethacrynic  acid 
(50mg)  can  be  considered  interchangeable.  The  site 
of  action  of  both  is  in  the  ascending  limb  of  the  loop 
of  Henle,  and  thus  both  inhibit  the  diluting  and 
concentrating  mechanisms  of  the  kidney  (see  Fig. 

1 ).  Both  drugs  are  well  absorbed  orally,  and  have  an 
onset  of  action  within  minutes  when  given  intraven- 
ously. The  peak  effect  is  at  1-2  hours  when  given 
orally  and  at  30-45  minutes  when  given  intraven- 
ously. Since  the  duration  of  action  seldom  exceeds 
6-8  hours,  in  patients  who  are  “resistant”  to  diuretic 
agents  the  dose  can  be  doubled  twice  daily  until  a 
satisfactory  response  is  observed  or  a maximum 
limit  is  reached.  For  instance,  40  mg  of  furosemide 
or  50  mg  of  ethacrynic  acid  can  be  given  orally  at 
8:00  a.m.;  if  no  response  occurs  within  6-8  hours 
(measured  both  in  terms  of  urine  output  and  weight 
loss),  2 tablets  can  be  given  at  4:00  p.m.  the  same 
day  and  if  again  no  response,  4 tablets  the  following 
morning,  etc.  Although  the  usual  maximum  dose  of 
both  oral  furosemide  and  ethacrynic  acid  is  200  mg, 
under  carefully  controlled  hospital  conditions  as 
much  as  4.0  gm  of  these  drugs  have  been  given  daily. 
Urinary  composition  after  the  administration  of 
these  agents  many  contain  as  much  as  150  mEq/L  of 
sodium  and  chloride  with  little,  if  any,  increase  in 
bicarbonate  excretion.  As  a result,  contraction  of 
ECF  volume  and  hypochloremic  metabolic  al- 
kalosis are  quite  common.  Kaliuresis,  due  to  in- 
creased delivery  of  sodium  to  distal  exchange  sites 
can  reach  levels  five  times  that  observed  during  the 
pre-drug  control  period.  These  agents  remain  effec- 
tive in  spite  of  extracellular  fluid  acid-base  de- 
rangements. It  should  be  obvious  that  if  a patient  is 
receiving  a maximum  dose  of  one  of  these  agents, 
there  is  no  rationale  for  the  use  of  the  other  since 
both  block  sodium  chloride  reabsorption  at  the 
same  site  in  the  nephron.  Since  these  agents  block 
sodium  reabsorption  in  the  loop  of  Henle,  where  a 
significant  percent  of  the  filtered  calcium  load  is 
reabsorbed,  a marked  increase  in  calcium  excretion 
occurs  with  these  drugs  and  this  attribute  has 
proved  useful  in  the  treatment  of  the  hypercalcemic 
patient.6 
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IMPORTANT  INFORMATION:  This  is  a Sched- 
ule V substance  by  Federal  law:  diphenoxylate 
HCI  is  chemically  related  to  meperidine.  In 
case  of  overdosage  or  individual  hypersensitiv- 
ity, reactions  similar  to  those  alter  meperidine 
or  morphine  overdosage  may  occur;  treatment 
is  similar  to  that  lor  meperidine  or  morphine 
intoxication  (prolonged  and  careful  monitor- 
ing). Respiratory  depression  may  recur  in  spite 
ol  an  initial  response  to  Nalline®  (nalorphine 
HCI)  or  may  be  evidenced  as  late  as  30  hours 
alter  ingestion.  LOMOTIL  IS  NOT  AN  INNOC- 
UOUS DRUG  AND  DOSAGE  RECOMMENDA- 
TIONS SHOULD  BE  STRICTLY  ADHERED  TO, 
ESPECIALLY  IN  CHILDREN.  THIS  MEDICA- 
TION SHOULD  BE  KEPT  OUT  OF  REACH  OF 
CHILDREN. 


Indications  Lomotil  is  effective  as  adjunctive  ther- 
apy in  the  management  of  diarrhea. 
Contraindications:  In  children  less  than  2 years,  due 
to  the  decreased  safety  margin  in  younger  age 
groups,  and  in  patients  who  are  jaundiced  or  hyper- 
sensitive to  diphenoxylate  HCI  or  atropine. 

Warnings:  Use  with  caution  in  young  children,  be- 
cause of  variable  response,  and  with  extreme  cau- 
tion in  patients  with  cirrhosis  and  other  advanced 
hepatic  disease  or  abnormal  liver  function  tests, 
because  of  possible  hepatic  coma.  Diphenoxylate 
HCI  may  potentiate  the  action  of  barbiturates,  tran- 
quilizers and  alcohol.  In  theory,  the  concurrent  use 
with  monoamine  oxidase  inhibitors  could  precipitate 
hypertensive  crisis. 

Usage  in  pregnancy:  Weigh  the  potential  benefits 
against  possible  risks  before  using  during  preg- 
nancy, lactation  or  in  women  of  childbearing  age. 
Diphenoxylate  HCI  and  atropine  are  secreted  in  the 
breast  milk  of  nursing  mothers. 

Precautions  Addiction  (dependency)  to  diphenoxy- 
late HCI  is  theoretically  possible  at  high  dosage.  Do 
not  exceed  recommended  dosages.  Administer  with 
caution  to  patients  receiving  addicting  drugs  or 
known  to  be  addiction  prone  or  having  a history  of 
drug  abuse  The  subtherapeutic  amount  of  atropine  is 
added  to  discourage  deliberate  overdosage;  strictly 
observe  contraindications,  warnings  and  precautions 
for  atropine:  use  with  caution  in  children  since  signs 
of  atropinism  may  occur  even  with  the  recommended 
dosage. 

Adverse  reactions  Atropine  effects  include  dryness 
of  skin  and  mucous  membranes,  flushing  and  urinary 
retention.  Other  side  effects  with  Lomotil  include 
nausea,  sedation,  vomiting,  swelling  of  the  gums, 
abdominal  discomfort,  respiratory  depression,  numb- 
ness of  the  extremities,  headache,  dizziness,  depres- 
sion, malaise,  drowsiness,  coma,  lethargy,  anorexia, 
restlessness,  euphoria,  pruritus,  angioneurotic 
edema,  giant  urticaria  and  paralytic  ileus. 

Dosage  and  administration:  Lomotil  Is  contraindi- 
cated in  children  less  than  2 years  old.  Use  only 
Lomotil  liquid  for  children  2 to  12  years  old.  For 
ages  2 to  5 years.  4 ml.  (2  mg.)  t.i.d  ; 5 to  8 years.  4 
ml.  (2  mg.)  q.i.d.;  8 to  12  years.  4 ml.  (2  mg  ) 5 
times  daily;  adults,  two  tablets  (5  mg.)  t.i.d.  to  two 
tablets  (5  mg.)  q.i.d  or  two  regular  teaspoonfuls 
(10  ml..  5 mg.)  q i d Maintenance  dosage  may  be  as 
low  as  one  fourth  of  the  initial  dosage  Make  down- 
ward dosage  adjustment  as  soon  as  initial  symptoms 
are  controlled 

Overdosage  Keep  the  medication  out  of  the  reach 
of  children  since  accidental  overdosage  may  cause 
severe,  even  fatal,  respiratory  depression.  Signs  of 
overdosage  include  flushing,  lethargy  or  coma,  hy- 
potonic reflexes,  nystagmus,  pinpoint  pupils,  tachy- 
cardia and  respiratory  depression  which  may  occur 
12  to  30  hours  after  overdose  Evacuate  stomach  by 
lavage,  establish  a patent  airway  and,  when  neces- 
sary, assist  respiration  mechanically.  Use  a narcotic 
antagonist  in  severe  respiratory  depression.  Obser- 
vation should  extend  over  at  least  48  hours. 

Dosage  forms  Tablets,  2 5 mg  of  diphenoxylate 
HCI  with  0 025  mg  of  atropine  sulfate  Liquid,  2 5 
mg  of  diphenoxylate  HCI  and  0 025  mq  of  atropine 
sulfate  per  5 ml  A plastic  dropper  calibrated  in  in- 
crements of  Vi  ml  (total  capacity,  2 ml.)  accom- 
panies each  2-oz  bottle  of  Lomotil  liquid. 
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When  diarrhea  has  his  number... 


Lomotil  puts  him  back  in  the  game. 


Physicians  and  patients  both 
want  prompt  control  of  the 
symptoms  of  diarrhea.  A rapid, 
uncontrolled  loss  of  fluids  and 
electrolytes  can  cause  a medical 
crisis,  particularly  in  children,  and 
in  patients  who  are  seriously  ill, 
or  in  people  who  are  badly 
undernourished. 

Lomotil  usually  stops  diarrhea 
promptly.  This  rapid  action  halts 
the  emergency  aspect  of  diarrhea 


and  is  comforting  and  reassuring 
to  the  patient.  Electrolyte  and  fluid 
losses  can  be  corrected  while  the 
specific  cause  of  the  diarrhea  is 
being  determined.  If  an  infective 
agent  is  the  cause,  appropriate 
antibiotic  therapy  should  be  given 
along  with  Lomotil. 

Lomotil  has  few  side  effects, 
and  those  that  do  occur  are 
generally  mild. 


Lomotil 

TABLETS/LIQUID 


Each  tablet  and  each  5 ml.  of  liquid  contain: 

diphenoxylate  hydrochloride 2.5  mg. 

(Warning:  May  be  habit  forming) 
atropine  sulfate  0.025  mg 


Usually  stops  diarrhea  promptly. 


STAGE  1 


STAGE  2 


STAGE  3 


STAGE  4 


H0URS  • 1 

begins  within 
17  minutes,  on  average 

an  initial  benefit  of 


••• 


Dalmane 

(flurazepam  HCI)  proved  by  a 

22-night  clinical  study  of  insomnia  patients 
in  the  sleep  research  laboratory  and  at  home1 

Three  insomnia  patients  selected  for  difficulty  falling  asleep  were 
administered  Dalmane  (flurazepam  HCI)  30  mg  for  14  consecutive 
nights.  Placebo  was  given  for  four  nights  prior  to  and  four  nights 
after  Dalmane.  Physiologic  tracings  on  Dalmane  nights  1-3  showed 
sleep  induction  time  averaged  13.90  minutes;  on  Dalmane  nights 
12-14,  18.80  minutes.  Combined  average  for  the  6 monitored  drug 
nights  was  16.35  minutes.1 


Average  Time  Required 
to  Fall  Asleep  (4  Studies. 
16  Subjects2  *) 


(Decreased  42.6%) 


I Baseline 
(before  Dalmane) 

IDalmane 

(flurazepam  HCI)  30  mg 


confirmed  by  clinical  studies  in  four 
geographically  separated 

I sleep  research  laboratories2 

Using  a 14-night  protocol  involving  eight  insomniac  and 

eight  normal  subjects,  four  studies  confirmed  the 
sleep-inducing  effectiveness  of  Dalmane  (flurazepam 
ppi  HCI)  and  the  reproducibility  of  this  response.  On 

average,  one  30-mg  capsule  induced  sleep  within 
17  minutes.  In  all  these  studies,  Dalmane  induced 
sleep  rapidly,  reduced  nighttime  awakenings,  and 
provided  7 to  8 hours  ol  sleep  without  repeating 
dosage?"5 

Dalmane  (flurazepam  HCI) 
induces  and  maintains  sleep, 
with  relative  safety 

Dalmane  is  generally  well  tolerated;  morning ‘'hang-over''  has  been  relatively 
infrequent.  While  dizziness,  drowsiness,  lightheadedness  and  the  like  have 
been  noted  most  often,  particularly  in  the  elderly  and  debilitated,  physicians 
should  be  aware  of  the  possibility  of  more  serious  reactions,  as  noted  below. 

Before  prescribing  Dalmane  (flurazepam  HCI).  please  consult  Complete  Product  Information, 
a summary  of  which  follows: 

Indications:  Effective  in  all  types  of  insomnia  characterized  by  difficulty  in  falling  asleep, 
frequent  nocturnal  awakenings  and/or  early  morning  awakening;  in  patients  with  recurring 
insomnia  or  poor  sleeping  habits;  and  in  acute  or  chronic  medical  situations  requiring  restl  ul 
sleep.  Since  insomnia  is  often  transient  and  intermittent,  prolonged  administration  is  generally 
not  necessary  or  recommended. 

Contraindications:  Known  hypersensitivity  to  flurazepam  HCI. 

Warnings:  Caution  patients  about  possible  combined  effects  with  alcohol  and  other  CMS 
depressants.  Caution  against  hazardous  occupations  requiring  complete  mental  alertness 
( e.g operating  machinery,  driving).  Use  in  women  who  are  or  may  become  pregnant  only  when 
potential  benefits  have  been  weighed  against  possible  hazards.  Not  recommended  for  use  in 
persons  under  15  years  of  age.  Though  physical  and  psychological  dependence  have  not  been 
reported  on  recommended  doses,  use  caution  in  administering  to 
addiction-prone  individuals  or  those  who  might  increase  dosage. 

Precautions:  In  elderly  and  debilitated,  initial  dosage  should  be 
I limited  to  15  mg  to  preclude  oversedation,  dizziness  and/or  ataxia. 

If  combined  with  other  drugs  having  hypnotic  or  CNS-depressant 
effects,  consider  potential  additive  effects.  Employ  usual  precautions 
in  patients  who  are  severely  depressed,  or  with  latent  depression  or 
suicidal  tendencies.  Periodic  blood  counts  and  liver  and  kidney 
function  tests  are  advised  during  repeated  therapy.  Observe  usual 
precautions  in  presence  of  impaired  renal  or  hepatic  function. 

Adverse  Reactions:  Dizziness,  drowsiness,  lightheadedness, 
staggering,  ataxia  and  falling  have  occurred,  particularly  in  elderly 
or  debilitated  patients.  Severe  sedation,  lethargy,  disorientation  and 
coma,  probably  indicative  of  drug  intolerance  or  overdosage,  have 
been  reported.  Also  reported  were  headache,  heartburn,  upset 
stomach,  nausea,  vomiting,  diarrhea,  constipation,  G1  pain,  nervous- 
ness. talkativeness,  apprehension,  irritability,  weakness,  palpitations, 
chest  pains,  body  and  joint  pains  and  GU  complaints  There  have 
also  been  rare  occurrences  of  sweating,  flushes,  difficulty  in  focusing, 
blurred  vision,  burning  eyes,  faintness,  hypotension,  shortness  of 
breath,  pruritus,  skin  rash,  dry  mouth,  bitter  taste,  excessive  saliva- 
tion, anorexia,  euphoria,  depression,  slurred  speech,  confusion, 
restlessness,  hallucinations,  and  elevated  SGOT,  SGPT,  total  and 
direct  bilirubins  and  alkaline  phosphatase.  Paradoxical  reactions, 
e.g.,  excitement,  stimulation  and  hyperactivity,  have  also  been 
reported  in  rare  instances. 

Dosage:  Individualize  for  maximum  beneficial  effect.  Adults:  30  mg 
usual  dosage;  15  mg  may  suffice  in  some  patients.  Elderly  or  debil- 
itated patients:  15  mg  initially  until  response  is  determined. 

Supplied:  Capsules  containing  15  mg  or  30  mg  flurazepam  HCI. 

REFERENCES:  1 . Kales  A.  et  al.  Arch  Gen  Psychiatry  23. 226-232.  Sep  1970 

2.  Karacan  I . Williams  RL,  Smith  JR:  The  sleep  laboratory  in  the  investigation  of  sleep  and 
sleep  disturbances.  Scientific  exhibit  at  the  124th  annual  meeting  of  the  American  Psychiatric 
Association.  Washington  DC.  May  3-7.  1971 

3.  Frost  JD  Jr;  Data  on  file,  Medical  Department,  Hoffmann-La  Roche  Inc,  Nutley  NJ 

4.  Vogel  GW;  Data  on  file,  Medical  Department.  Hoffmann-La  Roche  Inc,  Nutley  NJ 

5.  Dement  WC;  Data  on  file,  Medical  Department,  Hoffmann-La  Roche  Inc,  Nutley  NJ 
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when  restful  sleep 
is  indicated 

Dalmane 

(flurazepam  HCI) 

One  30-mg  capsule  h.s.  — usual  adult  dosage 
( 15  mg  may  suffice  in  some  patients). 

One  15-mg  capsule  h.s.  — initial  dosage  for 
elderly  or  debilitated  patients. 

• induces  sleep  within  17 
minutes,  on  average 

• reduces  nighttime  awakenings 

• sustains  sleep  7 to  8 hours,  on 
average,  without  repeating  dosage 
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ROCHE  LABORATORIES 
Division  of  Hoffmann-La  Roche  Inc. 
Nutley,  New  Jersey  07110 


Before  prescribing,  see  complete  prescribing 
information  in  SK&F  literature  or  PDR.  The 
following  is  a brief  summary. 

Indications:  Edema  associated  with  congestive 
heart  failure,  cirrhosis  of  the  liver,  the  nephrotic 
syndrome;  steroid-induced  and  idiopathic 
edema;  edema  resistant  to  other  diuretic  ther- 
apy. Also,  mild  to  moderate  hypertension. 
Contraindications:  Pre-existing  elevated  serum 
potassium.  Hypersensitivity  to  either  com- 
ponent. Continued  use  in  progressive  renal  or 
hepatic  dysfunction  or  developing  hyperkalemia. 
Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia 
develops  or  dietary  potassium  intake  is  markedly 
impaired.  Enteric-coated  potassium  salts  may 
cause  small  bowel  stenosis  with  or  without 
ulceration.  Hyperkalemia  ( >5.4  mEq/L)  has 
been  reported  in  4%  of  patients  under  60  years, 
in  12%  of  patients  over  60  years,  and  in  less 
than  8%  of  patients  overall.  Rarely,  cases  have 
been  associated  with  cardiac  irregularities. 
Accordingly,  check  serum  potassium  during 
therapy,  particularly  in  patients  with  suspected 
or  confirmed  renal  insufficiency  (e.g.,  elderly  or 
diabetics).  If  hyperkalemia  develops,  substitute 
a thiazide  alone.  If  spironolactone  is  used  con- 
comitantly with  ‘Dyazide',  check  serum  potas- 
sium frequently  —both  can  cause  potassium  re- 
tention and  sometimes  hyperkalemia.  Two 
deaths  have  been  reported  in  patients  on  such 
combined  therapy  (in  one,  recommended  dosage 
was  exceeded;  in  the  other,  serum  electrolytes 
were  not  properly  monitored).  Observe  patients 
on  ‘Dyazide’  regularly  for  possible  blood  dys- 
crasias.  liver  damage  or  other  idiosyncratic 
reactions.  Blood  dyscrasias  have  been  reported 
in  patients  receiving  Dyrenium  (triamterene. 
SK&F).  Rarely,  leukopenia,  thrombocytopenia, 
agranulocytosis,  and  aplastic  anemia  have  been 
reported  with  the  thiazides.  Watch  for  signs  of 
impending  coma  in  acutely  ill  cirrhotics.  Thia- 
zides are  reported  to  cross  the  placental  barrier 
and  appear  in  breast  milk.  This  may  result  in 
fetal  or  neonatal  hyperbilirubinemia,  thrombo- 
cytopenia. altered  carbohydrate  metabolism 
and  possibly  other  adverse  reactions  that  have 
occurred  in  the  adult.  When  used  during 
pregnancy  or  in  women  who  might  bear 
children,  weigh  potential  benefits  against 
possible  hazards  to  fetus. 

Precautions:  Do  periodic  serum  electrolyte  and 
BUN  determinations.  Do  periodic  hematologic 
studies  in  cirrhotics  with  splenomegaly.  Anti- 
hypertensive effects  may  be  enhanced  in  post- 
sympathectomy patients.  The  following  may 
occur:  hyperuricemia  and  gout,  reversible 
nitrogen  retention,  decreasing  alkali  reserve 
with  possible  metabolic  acidosis,  hypergly- 
cemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  pa- 
tients. Concomitant  use  with  antihypertensive 
agents  may  result  in  an  additive  hypotensive 
effect. 

Adverse  Reactions:  Muscle  cramps,  weakness, 
dizziness,  headache,  dry  mouth;  anaphylaxis; 
rash,  urticaria,  photosensitivity,  purpura,  other 
dermatological  conditions;  nausea  and  vomiting 
(may  indicate  electrolyte  imbalance),  diarrhea, 
constipation,  other  gastrointestinal  disturbances. 
Rarely,  necrotizing  vasculitis,  paresthesias, 
icterus,  pancreatitis,  and  xanthopsia  have 
occurred  with  thiazides  alone. 

Supplied:  Bottles  of  100  capsules;  in  Single 
Unit  Packages  of  100  (intended  for  institutional 
use  only). 


KEEPTHE  HYPERTENSIVE 
PATIENT  ON  THERAPY 
KEEP  THERAPY  SIMPLE  WITH 

DVAZ1DE 

Each  capsule  contains  50  mg.  of  Dyrenium"  (brand  of 
triamterene)  and  25  mg.  of  hydrochlorothiazide. 

Just  ‘Dyazide’  once  daily  or  twice  daily 
No  inconvenient  potassium  supplements 
Nor  special  K+  rich  diets  needed  as  a rule 


Two  prime  reasons  patients  drop  out  of  hypertensive  therapy  are  ( 1 ) 
the  patient  failed  to  understand  directions,  and  (2)  the  regimen  was 
overly  complicated.  Dosage  is  simple  with  ‘Dyazide’,  easily  understood, 
once  or  twice  daily,  depending  on  response.  I here’s  no  need  to  com- 
plicate the  regimen  with  potassium  supplements  or  unwieldy 
potassium-rich  diets. 


SK&F  CO. 

Carolina,  P.R.  00630 
Subsidiary  of 
SmithKIine  Corporation 


TO  KEEP  BLOOD  PRESSURE  DOWN 
AND  KEEP  POIASSIUM  LEVELS  UP 


In  contrast  to  thiazide  diuretics,  both  of  the  loop 
diuretics  remain  effective  even  in  patients  whose 
GFR  is  as  low  as  5-10  ml/min.  Doses  higher  than 
those  conventionally  administered  (lip  to  500-1000 
mgm/day)  are  usually  required  in  these  patients. 
While  widely  used,  the  efficacy  of  these  agents  in 
the  management  of  the  patient  with  acute  oliguria 
remains  controversial.  I,  personally,  am  skeptical  of 
the  reports  which  claim  these  drugs  are  effective  in 
preventing  or  in  treating  established  acute  tubular 
necrosis.  The  necessity  for  their  routine  use  in  acute 
pulmonary  edema  is  also  not  established.7 

The  conventional  oral  dose  of  furosemide  is  40  to 
200  mg/day,  and  of  ethacrynic  acid,  50  to  200 
mg/day.  Side-effects  are  comparable  in  both  except 
that  the  unusual  occurrence  of  deafness  after  in- 
travenous administration  appears  to  be  slightly 
more  common  with  ethacrynic  acid.  There  may  also 
be  an  increased  incidence  of  gastrointestinal  bleed- 
ing in  patients  receiving  intravenous  ethacrynic 
acid.  In  most  hospitals,  the  cost  of  oral  furosemide 
(40  mg)  and  of  oral  ethacrynic  acid  (50  mg)  is  virtu- 
ally the  same.  The  cost  of  intravenous  furosemide  is 
approximately  one-half  that  of  intravenous  ethac- 
rynic acid. 

Distal-blocking  agents  (potassium-sparing  diure- 
tics) 

There  are  two  distinct  types  of  diuretic  agents 
which  block  sodium  reabsorption  at  distal  exchange 
sites.  Spironolactone  (Aldactone)  competitively  in- 
hibits the  action  of  aldosterone,  while  triamterene 
(Dyrenium),  a pteridine  derivative,  directly  blocks 
sodium  reabsorption  independently  of  aldosterone. 
For  clinical  purposes,  however,  these  two  drugs  can 
be  considered  quite  similar  even  though  their  fun- 
damental mechanisms  of  action  differ.  The  dose  of 
spironolactone  is  25  to  100  mg/day  and  of  triam- 
terene, 100-300  mg/day.  Though  side-effects  are  low 
with  either  agent,  gynecomastia  has  been  reported 
in  a significant  % of  male  patients  who  are  receiving 
spironolactone.  Both  spironolactone  and  triam- 
terene are  only  weakly  diuretic;  maximum  frac- 
tional sodium  excretion  under  standard  laboratory 
conditions  is  approximately  2%  (equal  to  or  less 
than  that  of  the  carbonic  anhydrase  inhibitor, 
acetazolamide,  which  is  no  longer  used  as  a diure- 
tic). For  this  reason  both  drugs  are  usually  em- 
ployed in  conjunction  with  a thiazide  diuretic  and/or 


a loop  diuretic.  There  is  a slight  further  increase  in 
sodium  excretion  under  these  circumstances  but  the 
major  effect  of  distal  blocking  agents  is  inhibition  of 
potassium  excretion.  The  advantage  of  combined 
use  of  spironolactone  or  triamterene  with  a thiazide 
or  loop  diuretic  is  thus  a decreased  incidence  of 
hypokalemia.  However,  there  is  a much  higher  inci- 
dence of  hyperkalemia.  The  Boston  Collaborative 
Drug  Surveillance  Program  noted  that  9%  of  hos- 
pitalized patients  given  spironolactone  developed 
hyperkalemia/  The  frequency  of  hyperkalemia  in- 
creased in  those  with  azotemia  or  in  those  who  were 
concurrently  given  potassium.  On  the  basis  of  these 
and  other  data,  distal  blocking  agents  should  not  be 
used  in  patients  with  significant  renal  insufficiency 
(serum  creatinine  greater  than  2.0  mgm%)  and  sup- 
plemental potassium  therapy  should  be  avoided. 
Fixed  combinations  of  a thiazide  diuretic  and  a 
distal-blocking  agent  are  available  and  are  widely 
used  by  physicians.  They  have  the  advantage  of 
increasing  patient  compliance,  but  the  disadvantage 
of  the  fixed  drug  ratio.  It  should  also  be  recalled  that 
the  cost  of  triamterene  to  the  patient  is  approxi- 
mately two-thirds  that  of  spironolactone,  alone  or  in 
combination  with  a thiazide.  For  this  reason  when  a 
distal  blocking  agent  is  used  to  further  a diuresis  and 
prevent  hypokalemia,  triamterene  has  a clear  eco- 
nomic advantage. 
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PSRO 

The  Pine  Tree  Organization  for  Professional  Standards  Review  now  anticipates  that  it  will  be  approved 
for  Conditional  operation  on  or  about  April  1,  1975.  In  its  draft  plan  for  Conditional  status,  it  established  a 
time  table  for  implementation  of  Admission  Certification,  Continued  Stay  Review  and  Medical  Care  Evalua- 
tion studies  in  Maine’s  acute  care  hospitals,  delegating  this  responsibility  wherever  possible. 

On  November  29,  1974,  new  Utilization  Review  Regulations  were  published  in  the  Federal  Register 
requiring  hospitals  as  a condition  of  participating  in  the  Medicare  and  Medicaid  Programs  to  install  essentially 
the  same  type  of  review  program  as  required  by  PSRO.  These  regulations,  however,  require  an  implementa- 
tion date  of  February  1,  1975  unless  waived. 

At  its  meeting  of  December  18,  1974,  the  Pine  Tree  Organization’s  Board  of  Directors,  Dr.  Harry  A. 
B1  iss,  Mr.  William  J.  Carney,  Dr.  Richard  T.  Chamberlin,  Mr.  Douglas  Dalrymple,  Dr.  Michael  A.  Longo, 
Dr.  Donald  K.  McFadden,  Dr.  Thornton  W.  Merriam,  Mr.  Richard  F.  Nellson,  Dr.  J.  Chase  Rand,  Dr. 
George  E.  Sullivan,  and  Dr.  Herbert  J.  Wright,  Jr.  reached  an  agreement  in  principle  that  there  should  be  only 
one  Utilization  Review  system  for  Maine  hospitals  and  Maine  patients.  That  system  should  be  the  Profes- 
sional Standards  Review  Organization's  system. 

PTO,  through  its  hospital  delegation  responsibility,  will  share  with  all  Maine’s  hospitals  who  wish  it,  the 
responsibility  for  effective  Utilization  Review. 

Some  hospitals  are  already  moving  toward  implementing  this  new  review  process.  We  urge  others  to 
begin.  Pine  Tree  Organization  has  available  a model  Utilization  Review  Plan  developed  by  the  Standards  and 
Review  Committee  of  PTO  and  approved  by  the  state  certifying  agency.  A draft  Patient  Care  Coordinator 
Manual  is  available,  as  well  as  a suggested  Patient  Care  Review  form. 

PTO’s  Standards  and  Review  Committee,  in  conjunction  with  the  State  Peer  Review  Committee  of  the 
MMA  and  MOA,  will  soon  publish  Length  of  Stay  norms  for  Maine  hospitals  based  on  Maine  data.  These 
may  be  used  as  regional  norms  as  required  by  the  new  regulations. 

The  PTO's  Standards  and  Review  Committee  will  also  be  developing  suggested  criteria  for  admissions. 
Some  Maine  hospitals  have  started  to  develop  their  own.  As  we  receive  them,  it  is  our  intent  to  share  them 
with  all  hospitals.  There  are,  of  course,  already  existing  criteria  available  from  various  other  sources  as  well. 

It  is  the  responsibility  of  the  Pine  Tree  Organization’s  Standards  and  Review  Committee  to  review  all 
such  criteria  whether  from  national  or  local  groups  and  adopt  a set  of  criteria  that  express  the  needs  of  medical 
practice  in  this  PSRO  area. 

The  Board  of  Directors  of  the  Pine  Tree  Organization  invites  all  physicians  licensed  to  practice  in  Maine 
to  join  the  organization.  A membership  application  follows.  Please  complete  it  and  forward  it  to  Pine  Tree 
Organization  for  Professional  Standards  Review,  Inc.  c/o  RichardT.  Chamberlin,  M.D.,  President,  P.O.  Box 
706,  99  Western  Avenue,  Augusta,  Maine  04330. 


PINE  TREE  ORGANIZATION  FOR  PROFESSIONAL  STANDARDS  REVIEW,  INC. 

MEMBERSHIP  APPLICATION 

I,  , presently  admitted  to  practice  medicine  in  the  State  of  Maine,  hereby  ap- 

ply for  membership  in  the  Pine  Tree  Organization  for  Professional  Standards  Review,  Inc. 

I understand  that  there  are  no  financial  commitments  (i.e.  dues)  as  a condition  to  my  membership  and  that 
my  membership  shall  continue  as  long  as  I am  licensed  to  practice  medicine  in  the  State  of  Maine  or  until  I 
voluntarily  elect  to  resign.  Resignation  may  be  made  at  any  time  in  writing  directed  to  the  Clerk  of  Pine  I ree 
Organization  for  Professional  Standards  Review,  Inc. 


Date 


Name 


Street 


City 


County 
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Important  Note  This  drug  is  not  a simple  anal- 
gesic Do  not  administer  casually  Carefully 
evaluate  patients  before  starting  treatment  and 
keep  them  under  close  supervision  Obtain  a 
detailed  history,  and  complete  physical  and 
laboratory  examination  (complete  hemogram, 
urinalysis,  etc.)  before  prescribing  and  at  fre- 
quent intervals  thereafter.  Carefully  select  pa- 
tients. avoiding  those  responsive  to  routine 
measures,  contraindicated  patients  or  those 
who  cannot  be  observed  frequently  Warn  pa- 
tients not  to  exceed  recommended  dosage 
Short-term  relief  of  severe  symptoms  with  the 
smallest  possible  dosage  is  the  goal  of  therapy 
Dosage  should  be  taken  with  meals  or  a full 
glass  of  milk  Substitute  alka  capsules  for 
tablets  if  dyspeptic  symptoms  occur  Patients 
should  discontinue  the  drug  and  report  immedi- 
ately any  sign  of  fever,  sore  throat,  oral  lesions 
(symptoms  of  blood  dyscrasia);  dyspepsia, 
epigastric  pain,  symptoms  of  anemia,  black  or 
tarry  stools  or  other  evidence  of  intestinal 
ulceration  or  hemorrhage,  skin  reactions,  signi- 
ficant weight  gain  or  edema  A one-week  trial 
period  is  adequate  Discontinue  in  the  absence 
of  a favorable  response  Restrict  treatment 
periods  to  one  week  in  patients  over  sixty 
Indications  Rheumatoid  arthritis,  osteoarthritis, 
bursitis,  acute  gouty  arthritis  and  rheumatoid 
spondylitis 

Contraindications  Children  14  years  or  less, 
senile  patients,  history  or  symptoms  of  G I in- 
flammation or  ulceration  including  severe,  re- 
current or  persistent  dyspepsia;  history  or 
presence  of  drug  allergy,  blood  dyscrasias. 
renal,  hepatic  or  cardiac  dysfunction,  hyperten- 
sion; thyroid  disease,  systemic  edema,  stomatitis 
and  salivary  gland  enlargement  due  to  the  drug, 
polymyalgia  rheumatica  and  temporal  arteritis, 
patients  receiving  other  potent  chemothera- 
peutic agents,  or  long-term  anticoagulant 
therapy 

Warnings  Age,  weight,  dosage,  duration  of  ther- 
apy. existance  of  concomitant  diseases  and 
concurrent  potent  chemotherapy  affect  inci- 
dence of  toxic  reactions  Carefully  instruct  and 
observe  the  individual  patient,  especially  the 
aging  (forty  years  and  over)  who  have  increased 
susceptibility  to  the  toxicity  of  the  drug  Use 
lowest  effective  dosage  Weigh  initially  unpre- 


dictable benefits  against  potential  risk  of 
severe,  even  fatal,  reactions  The  disease  con- 
dition itself  is  unaltered  by  the  drug.  Use  with 
caution  in  first  trimester  of  pregnancy  and  in 
nursing  mothers  Drug  may  appear  in  cord 
blood  and  breast  milk.  Serious,  even  fatal,  blood 
dyscrasias.  including  aplastic  anemia,  may 
occur  suddenly  despite  regular  hemograms,  and 
may  become  manifest  days  or  weeks  after  ces- 
sation of  drug  Any  significant  change  in  total 
white  count,  relative  decrease  in  granulo- 
cytes. appearance  of  immature  forms,  or  fall  in 
hematocrit  should  signal  immediate  cessation 
of  therapy  and  complete  hematologic  investiga- 
tion. Unexplained  bleeding  involving  CNS. 
adrenals,  and  G I tract  has  occurred.  The  drug 
may  potentiate  action  of  insulin,  sulfonylurea, 
and  sulfonamide-type  agents.  Carefully  observe 
patients  taking  these  agents  Nontoxic  and  toxic 
goiters  and  myxedema  have  been  reported  (the 
drug  reduces  iodine  uptake  by  the  thyroid) 
Blurred  vision  can  be  a significant  toxic  symp- 
tom worthy  of  a complete  ophthalmological  ex- 
amination Swelling  of  ankles  or  face  in 
patients  under  sixty  may  be  prevented  by 
reducing  dosage  If  edema  occurs  in  patients 
over  sixty,  discontinue  drug 
Precautions  The  following  should  be  accom- 
plished at  regular  intervals  Careful  detailed 
history  for  disease  being  treated  and  detection 
of  earliest  signs  of  adverse  reactions,  complete 
physical  examination  including  check  of  pa- 
tient's weight;  complete  weekly  (especially  for 
the  aging)  or  an  every  two  week  blood  check, 
pertinent  laboratory  studies  Caution  patients 
about  participating  in  activity  requiring  alert- 
ness and  coordination,  as  driving  a car.  etc 
Cases  of  leukemia  have  been  reported  in  pa- 
tients with  a history  of  short-  and  long-term 
therapy  The  maiority  of  these  patients  were 
over  forty  Remember  that  arthritic-type  pains 
can  be  the  presenting  symptom  of  leukemia 
Adverse  Reactions  This  is  a potent  drug,  its 
misuse  can  lead  to  serious  results  Review  de- 
tailed information  before  beginning  therapy 
Ulcerative  esophagitis,  acute  and  reactivated 
gastric  and  duodenal  ulcer  with  perforation 
and  hemorrhage,  ulceration  and  perforation  of 
large  bowel,  occult  G I bleeding  with  anemia, 
gastritis,  epigastric  pain,  hematemesis.  dys- 


pepsia. nausea,  vomiting  and  diarrhea,  abdomi- 
nal distention,  agranulocytosis,  aplastic  anemia, 
hemolytic  anemia,  anemia  due  to  blood  loss  in- 
cluding occult  G I bleeding,  thrombocytopenia 
pancytopenia,  leukemia,  leukopenia,  bone 
marrow  depression,  sodium  and  chloride  re- 
tention. water  retention  and  edema,  plasma 
dilution,  respiratory  alkalosis,  metabolic  acido- 
sis. fatal  and  nonfatal  hepatitis  (cholestasis  may 
or  may  not  be  prominent),  petechiae.  purpura 
without  thrombocytopenia,  toxic  pruritus, 
erythema  nodosum,  erythema  multiforme. 
Stevens-Johnson  syndrome.  Lyell's  syndrome 
(toxic  necrotizing  epidermolysis),  exfoliative 
dermatitis,  serum  sickness,  hypersensitivity 
angiitis  (polyarteritis),  anaphylactic  shock, 
urticaria,  arthralgia,  fever,  rashes  (all  allergic 
reactions  require  prompt  and  permanent  with- 
drawal of  the  drug),  proteinuria,  hematuria, 
oliguria,  anuria,  renal  failure  with  azotemia, 
glomerulonephritis,  acute  tubular  necrosis, 
nephrotic  syndrome,  bilateral  renal  cortical 
necrosis,  renal  stones,  ureteral  obstruction  with 
uric  acid  crystals  due  to  uricosuric  action  of 
drug,  impaired  renal  function,  cardiac  decom- 
pensation. hypertension,  pericarditis,  diffuse 
interstitial  myocarditis  with  muscle  necrosis, 
perivascular  granulomata.  aggravation  of  tem- 
poral arteritis  in  patients  with  polymyalgia  rheu- 
matica. optic  neuritis,  blurred  vision,  retinal 
hemorrhage,  toxic  amblyopia,  retinal  detach- 
ment, hearing  loss,  hyperglycemia,  thyroid 
hyperplasia,  toxic  goiter,  association  of  hyper- 
thyroidism and  hypothyroidism  (causal  relation- 
ship not  established),  agitation,  confusional 
states,  lethargy.  CNS  reactions  associated  with 
overdosage,  including  convulsions,  euphoria, 
psychosis,  depression,  headaches,  hallucina- 
tions, giddiness,  vertigo,  coma,  hyperventila- 
tion. insomnia,  ulcerative  stomatitis,  salivary 
gland  enlargement 
(B)98-  146-070-J  ( 10/7 1) 

For  complete  details,  including  dosage,  please 
see  lull  prescribing  information 
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Introduction 

From  January  28  to  April  26.  1974.  the  Bureau  of 
Health  conducted  a study  with  the  goal  of  determin- 
ing the  feasibility  of  planning  a Statewide  Cervical 
Cancer  Screening  Program  in  Maine.  The  Feasibil- 
ity Study  involved  more  accurate  definition  of  the 
cervical  cancer  problem  in  Maine,  as  well  as 
identification  of  resources  presently  available  for 
screening.  In  the  course  of  completing  the  Feasibil- 
ity Study,  death  certificates  of  228  women  who  died 
of  cervical  cancer  in  Maine  between  1968  and  1972 
were  reviewed.  The  death  certificate  data,  though 
helpful  in  providing  information  relating  to  age  and 
geographic  distribution  of  women  who  had  died  of 
cerv  ical  cancer,  was  inadequate  to  allow  us  to  define 
certain  other  characteristics  of  the  population  group 
now  at  risk  of  dying  of  this  disease. 

In  orderto  more  accurately  define  the  ‘‘high  risk" 
population  in  Maine,  the  Maine  Chapter  of  the 
American  Cancer  Society  and  the  Maine  Depart- 
ment of  Health  and  Welfare  co-sponsored  a retro- 
spective case  study  of  228  cervical  cancer  deaths 
between  1968  and  1972. 

In  conducting  this  study,  we  attempted  to  answer 
two  major  questions:  ( 1 ) What  characteristics  define 
the  "high  risk"  woman  in  Maine?  (2)  What  is  the 
level  of  contact  with  the  medical  care  delivery  sys- 
tem prior  to  the  onset  of  cervical  cancer?The  impor- 
tance of  adequately  defining  a population  group  that 
is  at  high  risk  to  a specific  disease  prior  to  implemen- 
tation of  services  is  obvious.  Epidemiological 
studies  are  helpful  in  defining  those  groups  of 
women  who  suffer  the  greatest  frequency  of  cervi- 
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cal  cancer  (i.e.,  high  risk  groups).  Studies  concern- 
ing the  epidemiology  of  cervical  cancer  are  numer- 
ous and  the  results  have  been  fairly  consistent  and 
well  documented.  Cervical  cancer  appears  to  be 
more  frequent  among: 

— the  poor 

— non-whites 

— non-Jews 

— married  women 

— women  who  married  early 

— women  who  have  had  multiple  pregnancies 

— women  with  multiple  sexual  partners 

— early  and  frequent  sexual  congress 

— women  whose  consorts  were  uncircumcised 

— those  who  contracted  syphilis 

— those  who  have  unrepaired  cervical  lacera- 
tions1 

As  the  epidemiology  of  cervical  cancer  in  Maine 
is  undocumented,  conclusions  could  only  be  drawn 
from  the  results  of  studies  conducted  elsewhere. 

Our  purpose  in  examining  the  level  of  medical 
care  sought  by  women  dying  from  cervical  cancer 
prior  to  the  onset  of  the  disease  is  perhaps  not  so 
obvious.  If  this  group  of  women  sought  routine  med- 
ical care,  including  Pap  tests,  we  would  have  to 
assume  that  the  disease  progressed  so  rapidly  that  a 
program  designed  to  screen  women  would  be  inef- 
fective in  preventing  death  from  disease.  However, 
if  this  group  of  women  did  not  seek  routine  medical 
care,  we  then  would  have  to  deal  with  their  reasons 
for  not  doing  so  in  order  to  design  more  effective 
educational  and  motivational  methodologies  neces- 
sary to  bring  these  women  to  presented  services. 

Methodology 

As  mentioned  previously,  the  population  group  of 
228  women  was  selected  from  a five-year 
(1968-1972)  review  of  death  certificates.  The  death 
certificates  revealed  such  preliminary  data  as 
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I. 


APPENDIX  I 


LAST  "NAME  FIRST  TfIDDLE  ~ HOSPITAL* IDENTIFICATION  NO. 

DATE  OF  DEATH  RACE  MARITAL  STATUS 

AGE  AT  DEATH  HOME  RESIDENCE  PHYSICIAN 

OCCUPATION  Dx.  AT  DEATH 

II.  METHOD  OF  ENTRANCE  INTO  MEDICAL  CARE  DELIVERY  SYSTEM 

PRIVATE  PHYSICIAN  0 CLINIC  0 EMERGENCY  WARD  0 OTHER  0 


III . FINANCIAL  STATUS 

1)  HEALTH  INSURANCE:  

2)  YEARLY  INCOME:  SELF  - HUSBAND 

3)  OCCUPATION  OF  HUSBAND:  

IV.  EDUCATION  LEVEL 

1)  GRADE  3 0 2)  HIGH  SCHOOL  0 3)  COLLEGE  Q 

4)  POST  CRADUATE  0 5)  NO  FORMAL  EDUCATION  0 6)  GRADE  0 

V.  DIAGNOSIS  STATUS  AT  LAST  HOSPITALIZATION: 

1)  NOT  DIAGNOSED  PREVIOUSLY  0 2)  DIAGNOSED  PREVIOUSLY  0 

DATE  


DIAGNOSED  BY: 

3)  SYMPTOMS  Q 4)  PAP  SMEAR  0 5)  BIOPSY  0 6)  PHYSICAL  EXAM  Q 

VI.  PREVIOUS  MEDICAL  CARE 

1)  NUMBER  OF  PHYSICIAN  VISITS  BEFORE  DIAGNOSIS  OF  UTERINE /CERVICAL 
CANCER  

?)  NUMBER  OF  PHYSICIAN  VISITS  A^TER  DIAGNOSIS  OF  UTERINE /CERVICAL 
CANCER  

3)  NUMBER  OF  PREVIOUS  PHYSICAL  EXAMINATIONS  

4)  NUMBER  OF  PREVIOUS  PAP  SMEARS  

5)  1IISTORV  OF  PREVIOUS  HOSPITALIZATIONS: 

WHY  I /HEN  HOW  LONG 

f')  TIME  LAPSE  BETWEEN  FIRST  DIAGNOSIS  OF  CANCEF  AND  PATIENT'S  DEATH  _ 
7)  THERAPY  USED  AFTER  DIAGNOSIS:  DRUGS  0 RADIATION  Pj  OTHER  0 

VII.  LIVING  SETTING  OF  PATIENT 

1)  APARTMENT  0 2)  HOUSE  0 3)  TRAILER  0 4)  NURSING  HOME  0 

5)  NUMBER  OF  PERSONS  LIVING  WITH  PATIENT  

*)  RURAL  | ) URBAN  0 SUBURBAN  0 

VIII.  GENERAL  COMMENTS  RELEVANT  TO  INVOLVEMENT  0*  PATIENT  WITH  THE 
MEDICAL  CARE  DELIVERY  SYSTEM  PRIOR  TO  AND  AFTER  BEING  DIAGNOSED 
AS  A UTERINE/CERVICAL  CANCER  PATIENT. 


Cervical  Cytology  Program 
Maine  Bureau  of  Health 


Patient ' s 


Please  respond  by  Aug.  9,  1974 


Last  Name 


Physician 


Home  Residence 


Date  of  Death 


1)  Prior  to  the  onset  of  cervical  cancer  was  this  patient  one  whom  vou 
would  consider  to  be  part  of  your  practice?  (ie:  Would  the  patient 
probably  have  contacted  you  first  for  routine  preventive  care,  minor 
self  limited  illnesses,  etc.,  and/or  did  vou  maintain  an  active,  on- 
going record  on  this  patient?) 

Yes  0 No  0)  Unknown  0j 

2)  If  the  answer  to  (1)  is  "yes". 

a)  Did  this  patient  seek  regular  preventive  care  (ie:  physical 
checkups,  routine  immunizations,  etc.)? 

Yes  LJ  No  [0  Unknown  (01 


If  "yes",  approximately  how  frequently  did  this  occur? 


Every  six  months 


□ 


Every  year 


□ 


About  every  two  years 


□ 


Less  than  every  two  years  but  regular  (ie:  consistently  cverv  4 
years  for  20  years  etc.  LJ 

Sporadicallv  (unpred ictably)  0 


b)  Did  the  patient  see  you  onlv  for  acute  problems  (sorp  throats, 
vaginal  discharge,  stomach  upsets,  etc.)? 


Yes  Qj 


No  Q 


Unknown 


□ 


APPENDIX  II 

c)  Was  vour  contact  with  the  patient  onlv  verv  sporadic  (ie:  last  saw  15 
years  ago  for  delivery,  saw  once  before  many  vears  ago  for  insurance 
exam,  etc.)? 

Yes  j j No  1 | Unknown  | | 

3)  Was  this  patient  not  nart  of  vour  nractice  and  was  referred  for  care 
for  the  cervical  cancer. 

Yes  0)  No  1 | Unknown  [0 

If  "ves"  the  referral  was  from: 

Another  physician  in  private  nractice  | [ Who  

A hospital  emercenev  room  [0  Which  one  

Other  source  [0  Where  ? 

4)  Did  this  natient  have  regular  routine  pelvic  exams  prior  to  the  onset 

of  cervical  cancer? 

Yes  | 1 No  0]  Unknown  0 

If  "ves"  were  nan  smears  included  in  these? 

Yes  1 1 No  [0  Unknown  0] 

5)  Did  this  natient  have  some  other  relationships  to  vour  nractice  not 
described  above? 

Yes  0 No  0]  Unknown  0 

If  "ves"  nlease  briefly  describe. 


This  innuirv  is  to  determine  the  nature  and  degree  of  contact  that 
women  present lv  dving  of  cervical  cancer  have  with  sources  of  medical 
care  prior  to  the  onset  of  their  illness.  The  results  will  be  used  ir 
determining  the  best  strategy  for  a more-effective  prevention  program. 
Anv  ideas,  comments,  or  suggestions  vou  mav  have  are  welcome. 


patient’s  name,  date  of  death,  age,  occupation, 
place  of  death,  residence  and  attending  physician. 

Of  the  228  women,  165  died  in  hospitals,  34  died  in 
nursing  homes,  25  died  at  home  and  4 died  out  of 
state. 


All  nursing  homes  listed  on  the  death  certificates 
were  contacted  and  asked  if  they  had  records  of 
cervical  cancer  patients'  previous  hospitalizations. 
All  hospital  administrators  were  contacted  and 
permission  requested  to  review  the  medical  records 
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APPENDIX  III 


NUMBER 
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CERVICAL  CANCER  DEATHS 
1968-1972 
224  CASES 


22-24  25-30  31-35  36-40  41-45  46-50  51-55  56-60  61-65 


6-80  81-85  86-90  91-95  95+ 


YEAR  SPAN 


of  cervical  cancer  patients.  Hospital  visits  for  rec- 
ord review  were  scheduled  on  a regional  basis. 

A data  form  (Appendix  I ) was  filled  out  from  each 
woman's  medical  record.  Information  collected  in- 
cluded ( 1 ) method  of  entrance  into  the  medical  care 
delivery  system  (i.e.,  private  physician,  emergency 
ward,  clinic):  (2)  financial  status  (i.e..  low1  — less 
than  $6,000  a year,  middle  — $7. 000-$  15.000  a year, 
high  — $15,000  or  more  a year):  (3)  educational  level 
(i.e..  grade  school,  high  school,  college,  etc.);  (4) 
diagnosis  status  at  last  hospitalization  (i.e. , whether 
diagnosed  previously  as  cervical  cancer  or  not);  (5) 
method  of  diagnosis  (i.e. . Pap  smear,  biopsy,  physi- 
cal exam);  (6)  history  of  physician  visits  prior  to  the 
diagnosis  of  cervical  cancer;  (7)  number  of  previous 
pelvic  exams  and  Pap  smears;  (8)  history  of  previ- 
ous hospitalizations;  (9)  time  lapse  between  first 
diagnosis  and  death:  (10)  living  setting  of  patient. 
Initial  record  review  suggested  the  advisability  of 
noting  cancer  deaths  among  the  patient's  blood  rela- 
tives. as  well  as  the  characteristics  surrounding  the 
diagnosis  (e.g. . presence  of  visible  mass,  symptoms 
that  prompted  the  patient  to  seek  medical  attention 
and  how  these  symptoms  presented  themselves). 
Other  pertinent  data  was  noted. 

Additional  patient  data,  as  well  as  data  on  those 
women  who  died  at  home,  was  sought  through  the 
mechanism  of  a questionnaire  (Appendix  II ) sent  to 
physicians  who  attended  cervical  cancer  patients. 
The  questionnaire  was  oriented  to  specific  medical 
care  sought  by  the  woman  prior  to  the  diagnosis  of 
cervical  cancer  and  included  (1)  regularity  of  past 


physician  visits;  (2)  nature  of  medical  care  sought 
(i.e.,  preventive,  acute,  sporadic,  etc.);  (3)  regular- 
ity of  past  pelvic  exams  and  Pap  smears;  (4)  name  of 
referring  (family)  physician,  if  any. 

Results 

The  original  population  group  of  228  women  was 
reduced  to  186  because  of  the  following  factors:  ( 1 ) 
missing  or  incomplete  hospital  records;  (2)  incom- 
plete questionnaires  (physician  deceased  or  moved 
out  of  state);  (3)  four  deaths  occurred  out  of  state 
and  records  were  unavailable. 

As  a result  of  the  above  factors,  42  of  the  women 
fall  into  the  category  of  unknowns.  The  women  who 
died  out  of  state  have  been  eliminated  from  the 
study.  The  remaining  38  women  who  fall  into  the 
category  of  unknowns  are  discussed  only  in  those 
categories  where  information  was  available  from 
the  death  certificates  (e.g.,  age  of  death,  residence, 
etc.). 

Age 

The  bar  graph.  Appendix  III,  shows  a sharp  rise  in 
number  of  deaths  at  age  30  and  a subsequent  decline 
after  the  age  of  70,  with  the  mean  age  at  death  being 
60.  The  two  age  groups  displaying  the  highest 
number  of  deaths  are  those  46-50  and  61-65.  Be- 
tween 1968  and  1972,  cervical  cancer  deaths  ac- 
counted for  over  5,000  years  of  life  lost. 

Occupation 

The  majority  of  women  (68%)  whose  histories 
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AGE  AT  DEATH  VS.  AGE  AT  DIAGNOSIS  APPENDIX  III-A 


CERVICAL  CANCER  DEATHS 

1968-1972 

184  CASES 


1 

I 

I 

AGE  AT  DEATH  

1 AGE  AT  DIAGNOSIS  

I 
I 
I 
r 

1 , 

I 

r 

i 

I 


I 

I 


25-30  31-35  ’ 36-40  ' 41-45  ’ 46-50  ' 51-55  56-60  ' 61-65  ' 66-70  ' 71-75  76-80  ' 81-85  ’ 86-90  ' 91-95  * 95-ia 

AGE  SPAN 


% OF 
NUMBER  OF 
CASES 


lese  22-24 
than 
22 

were  reviewed  were  housewives.  Of  the  32%  who 
were  employed.  27%  were  employed  in  non- 
professional positions  (primarily  laborers  in  mills, 
factories,  etc.).  As  the  majority  of  women  were 
housewives,  husband’s  occupation  was  noted  as 
well.  Of  the  men  who  were  employed,  the  majority 
were  employed  in  non-professional,  non-technical 
positions  and  were  primarily  employed  as  laborers 
in  mills  and  factories. 

Financial  Status 

More  than  half  (56.5%)  of  the  women  in  the  popu- 
lation group  under  study  had  incomes  of  less  than 
$6,000  a year.  Of  the  34%  in  the  middle  income  level 
($7,000-$  1 5,000  annually),  the  majority  had  incomes 
on  the  lower  end  of  the  range.  Three  percent  of  the 
women  were  in  the  high  income  bracket.  Sufficient 
data  was  not  available  on  6.5%  of  the  group  to 
accurately  determine  income  level.  The  figures  on 
income  are  hardly  surprising  in  a state  with  a low 
annual  per  capita  income  (in  1970  — $3,375)  and  a 
high  percentage  of  persons,  particularly  in  older  age 
groups,  living  below  poverty  level.2 

Marital  Status 

As  marital  status  was  listed  on  the  death 
certificates,  information  was  available  on  224  of  the 
women.  Fifty-six  percent  of  the  women  were  mar- 
ried at  the  time  of  death,  32%  were  widowed,  9% 
divorced  and  3%  had  never  been  married.  Marriage 
certificates  of  1 23  of  these  women  were  reviewed  for 
more  detailed  information  concerning  age  at  first 
marriage  and  number  of  marriages.  Of  the  123 
women,  34.9%  had  been  married  more  than  once. 
Data  on  age  at  first  marriage  was  available  for  1 00  of 


these  women.  Forty-six  percent  were  married  be- 
fore the  age  of  20.  Average  age  at  first  marriage  was 
21.  Of  white  women  age  25  and  above  ever  married 
in  Maine,  only  14%  have  been  married  more  than 
once.3 

Education 

Of  the  162  women  on  whom  data  was  available, 
59.7%  had  a high  school  education,  18.3%  did  not 
finish  high  school,  5.3%  had  some  college  education 
and  3.7%  did  not  finish  grade  school  or  had  other- 
wise limited  educations.  Of  white  women  over  the 
age  of  25  in  Maine,  only  37.5%  have  completed  high 
school,  though  a higher  percentage  (19.7%)  have  a 
college  education  than  in  our  population  group.4 

Diagnosis  and  Entrance  into  Medical  System 

Seventy  percent  of  the  women  made  initial  con- 
tact with  the  medical  care  delivery  system  through  a 
private  physician  and  were  subsequently  referred 
for  further  evaluation  (e.g.,  from  a physician  in  fam- 
ily practice  to  an  oncologist,  etc.) Twenty-five  per- 
cent of  the  women,  however,  did  not  seek  medical 
attention  until  vaginal  bleeding,  often  hemorrhage 
or  other  acute  and  severe  symptoms  forced  them 
into  the  emergency  room  of  a hospital.  Only  1% 
were  referred  to  physicians  or  hospitals  from 
clinics.  Four  percent  of  the  women  could  not  be 
accurately  assigned  to  any  of  the  above  categories. 

Sixty-three  percent  of  the  women  whose  records 
were  reviewed  were  diagnosed  by  biopsy  (usually 
following  symptoms),  while  only  7%  were  first 
picked  up  by  Pap  smear.  Twenty-one  percent  of  the 
women  who  had  a definitive  smear  classification 
(class  III-V)  had  either  a punch  biopsy  or  cold  con- 
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ization  to  confirm  the  results  of  the  Pap  test.  Though 
biopsy  was  utilized  in  the  majority  of  cases  for 
confirmation,  initial  diagnosis  was  frequently  made 
on  the  basis  of  the  physical  exam  itself.  A fungating 
lesion  or  palpable  mass  was  recorded  in  the  medical 
records  of  47.8%  of  the  patients  and  was  only 
definitively  absent  in  the  reports  of  37%. 

The  major  proportion  (89.2%)  of  the  women 
studied  had  been  diagnosed  at  some  time  prior  to 
their  final  hospitalization.  However.  90.3%  of  the 
women  had  waited  until  vaginal  bleeding,  abdomi- 
nal pain,  drastic  weight  loss  or  other  severe  symp- 
toms prompted  them  to  seek  attention.  Only  6.5%  of 
the  women  were  definitely  picked  up  by  Pap  smear 
before  symptoms  were  grossly  evident. 

Medical  records  indicated  that  the  majority  of 
women  in  the  46-50  year  age  group,  believing  their 
symptoms  to  be  associated  with  menopause,  de- 
layed two  to  three  months  in  seeking  medical  atten- 
tion. The  46-50  year  age  group  is  the  time  when  the 
majority  of  women  in  the  United  States  undergo 
menopause,  and  half  of  all  women  having  a natural 
menopause  do  so  by  the  age  of  49.76.  Women  who 
have  had  regular  menstrual  cycles  often  experience 
a lighter,  shorter  flow  with  longer  intervals  between 
periods  until  menstruation  ceases.  Women  who 
have  had  irregular  menstrual  periods  usually  ex- 


perience even  more  irregular  cycles  until  menstrua- 
tion ceases.-’  Although  menopause  is  sometimes  ab- 
rupt, it  is  usually  a gradual  process  lasting  over  a 
period  of  years.  The  symptoms  experienced  by  this 
group  of  women  who  died  of  cervical  cancer  did 
resemble  those  associated  with  menopause  to  the 
extent  that  they  were  unlike  normal  menses.  How- 
ever. the  symptoms  of  vaginal  bleeding  discharge  or 
spotting  were  primarily  of  longer,  continuous  dura- 
tion (2  months- 1 year)  than  those  ordinarily  as- 
sociated with  menopause. 

The  graph  in  Appendix  IV  indicates  time  lapse 
between  diagnosis  of  cervical  cancer  and  death  for 
97%  of  the  cases  examined.  Seventy-two  percent  of 
the  women  died  within  28  months  of  initial  diagnosis 
of  cancer.  Only  7%  (13  cases)  of  the  women  sur- 
vived more  than  five  years  after  diagnosis.  Of  these 
13  cases,  7 survived  ten  years  or  longer.  The  graph 
in  Appendix  IVA  presents  a clearer  representation 
of  relative  survival  time  for  176  of  these  women, 
median  survival  time  being  sixteen  months  after 
initial  diagnosis.  There  was  not  any  clear  relation- 
ship between  patient’s  age  and  relative  survival  time 
after  initial  diagnosis  was  made.  Due  to  the  variabil- 
ity in  reporting  the  extent  of  involvement  at  initial 
diagnosis,  no  attempt  has  been  made  to  correlate  the 
degree  of  the  lesion,  i.e.,  Stage  I-V,  with  the  time 
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lapse  period. 

Medical  Care  History 

The  combination  of  data  collected  from  hospital 
and  physician  records  allowed  for  a reasonably  ac- 
curate assessment  of  the  medical  care  sought  by  the 
patient  prior  to  the  diagnosis  of  cancer.  Only  8.6% 
of  the  women  availed  themselves  of  medical  care  on 
a regular,  preventive  basis.  The  majority,  51.6%, 
sought  medical  attention  only  for  acute  conditions 
(e.g. , bad  cold,  broken  leg,  vaginal  discharge,  etc.), 
while  32.8%  were  seen  by  a physician  only  sporadi- 
cally (e.g.,  delivery  of  a child,  insurance  exam, 
acute  incident  20  years  before).  One  woman  had 
never  been  seen  by  a physician. 

Twenty-six  percent  (49  women)  had  records  of 
previous  hospitalizations  within  five  years  of  the 
diagnosis  of  cancer.  Of  the  49  women,  26.5%  had 
pelvic  exams  and  14.3%  had  Pap  smears  as  well  as 
pelvic  exams.  In  the  majority  of  cases,  the  Pap 
smears  were  taken  in  response  to  symptoms.  In 
New  York  State,  the  hospital  code  has  been 
changed  to  include  cytology  as  a routine  part  of 
admission  procedure. 

"An  estimate  of  the  potential  reduction  in  cer- 
vical cancer  deaths  which  might  result  in  New 
York  State  if  adult  women  received  a routine 
'Pap'  test  on  admission  to  a hospital  was  recently 
developed  through  a survey  of  the  hospital  rec- 
ords of  427  women  dying  from  cervical  cancer. 
Twelve  percent  of  these  women  had  been  hos- 
pitalized within  5 years  prior  to  initial  diagnosis 
without  receiving  a ‘Pap’  test  or  cervical  biopsy. 
By  applying  this  percentage  to  the  average  an- 
nual number  of  cervical  cancer  deaths,  (it  was) 
estimated  that  approximately  75  deaths  attri- 
buted to  cervical  cancer  might  be  prevented  an- 
nually in  New  York  through  routine  cytologic 
testing  of  all  hospitalized  women.’’6 
Of  the  186  women  whose  records  we  reviewed, 
23%  had  been  hospitalized  within  five  years  prior  to 
the  initial  diagnosis  of  cervical  cancer  without  re- 
ceiving a Pap  test  or  a cervical  biopsy.  By  applying 
this  percentage  to  the  average  annual  number  of 
deaths  due  to  cervical  cancer,  approximately  ten 
deaths  might  be  prevented  annually  through  cervi- 
cal cancer  casefinding  in  hospitals. 

Pregnancy  History 

Of  the  144  women  for  whom  accurate  obstetrical 
data  was  available,  the  average  number  of  children 
per  woman  was  four  as  compared  to  an  average  of 
2.7  children/woman  on  a Statewide  basis.7  Eleven 
percent  of  these  women  had  had  at  least  one  miscar- 
riage, 6.4%  had  had  at  least  one  aborted  pregnancy, 
and  4.8%  had  had  at  least  one  cesarean  section.  For 
all  of  these  cases,  details  behind  these  abnormal 
pregnancies  were  not  listed.  Only  one  woman  had 
both  an  abortion  and  a cesarean  section. 


Special  Features 

Review  of  patients’  records  revealed  three  other 
characteristics  with  some  consistency.  17.2%  of  the 
women  had  had  supracervical  hysterectomies  or 
salpingo-oophorectomies  in  the  past  for  non- 
cancerous  conditions,  ranging  from  excessive  vagi- 
nal bleeding  of  unknown  etiology  to  cystic  or 
inflamed  ovaries.  In  only  one  or  two  cases  was 
routine  follow-up  examination  sought.  The  vast  ma- 
jority of  women  presented  themselves  five  to  fifteen 
years  later  with  fungating  or  eroded  cervices  and 
vaginal  bleeding  of  various  durations.  We  find  no 
references  in  the  literature  to  gynecological  surgery 
for  benign  disease  and  the  later  incidence  of  cervical 
cancer.  Though  no  data  is  available  on  removal  of 
the  ovaries  and  a predisposition  to  cervical  cancer 
some  type  of  pathophysiology  relating  to  cessation 
of  ovarian  hormone  production  may  be  indicated. 

The  family  history  of  cancer  was  moderately  well 
documented  in  a large  number  of  records.  76. 35%  of 
the  women  were  described  as  having  no  cancer 
among  blood  relatives,  while  17.2%  had  reported 
cancer  in  parents,  grandparents,  siblings,  blood  re- 
lated uncles  and  aunts.  Though  there  is  evidence  to 
suggest  that  familial  aggregation  is  present,  cancer 
of  the  cervix  as  a site  specific  lesion  is  not  thought  to 
be  inheritable.8 

The  third  characteristic  that  appeared  in  the  rec- 
ords of  these  women  was  a prior  history  of  vaginal 
bleeding.  Eight  percent  of  these  women  experi- 
enced vaginal  bleeding  anywhere  from  one  year  to 
twenty-five  years  prior  to  the  onset  of  cervical 
cancer.  In  all  cases  the  women  were  found  to  be 
negative  for  cervical  cancer  at  the  time  symptoms 
first  appeared.  The  proportion  of  women  in  the  gen- 
eral population  who  have  such  a complaint  is  esti- 
mated to  be  only  about  4%.!l  A study  was  made  of 
the  later  occurrence  of  uterine  cancer  among  39,756 
women  who  were  examined  between  1947  and  1953 
in  connection  with  the  Lucas  County,  Ohio,  uterine 
cancer  program.  Of  the  29,320  women  with  negative 
Pap  smears  and  genital  cancer  not  found  at  the  time 
of  first  examination,  20.8%  were  reported  as  having 
complaints  and  79.2%  were  not  reported  as  having 
complaints. 

"The  subsequent  rate  of  occurrence  of  uterine 
cancer  was  higher  among  the  women  who  re- 
ported complaints  at  the  time  of  first  examination 
than  those  who  did  not.  During  the  first  five 
years,  the  annual  incidence  rate  of  uterine  cancer 
(including  carcinoma  in  situ)  was  2.76  per  1000 
person-years  for  the  complaint  group  and  only 
0.82  for  the  no  complaint  group,  a ratio  3.37  to  1. 
The  corresponding  ratio  was  4. 18  to  1 for  cancer 
of  the  corpus  uteri,  3.27  to  I for  invasive  car- 
cinoma of  the  cervix  uteri  and  2.07  to  1 for  car- 
cinoma in  situ  of  the  cervix  uteri.  During  the  next 
five  years,  the  annual  incidence  rate  of  uterine 
cancer  (including  carcinoma  in  situ)  was  1 .98  per 
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1000  person-years  for  the  complaint  group  and 

0. 86  for  the  no  complaint  group,  a ratio  of  2.30  to 

1. ”10 

The  conclusion  drawn  from  this  study  is  that  women 
with  a history  of  complaints  are  at  higher  risk  to 
cervical  cancer  than  women  who  do  not  have  a 
history  of  such  complaints. 

In  the  population  group  under  study,  the  percent- 
age of  women  with  a prior  history  of  bleeding  would 
be  higher  than  the  stated  8.09£,  if  those  women  w ho 
had  had  supracervical  hysterectomies  for  bleeding 
of  unknown  etiology  w ere  included.  The  increase  in 
the  number  of  complete  hysterectomies  as  opposed 
to  supracervical  hysterectomies  for  bleeding  of  un- 
known etiology  will,  in  all  probability,  remove  a 
percentage  of  women  from  the  ‘‘at  risk”  group. 

Conclusions 

As  mentioned  in  the  introduction,  our  purpose  in 
conducting  this  study  was  two-fold:  (1)  to  identify 
those  behavioral  factors  that  characterize  “high 
risk”  women,  and  (2)  to  determine  the  level  of  med- 
ical care  sought  by  this  group  of  women  prior  to  the 
onset  of  cervical  cancer. 

In  general,  behavioral  factors  related  to  the  onset 
of  cervical  cancer  identified  among  Maine  women 
dying  of  the  disease  correspond  to  those  identified  in 
other  studies.  These  factors  include: 


(1)  Of  the  women  who  were  employed,  the 
majority  were  employed  in  non-skilled  positions. 

(2)  The  majority  of  women  were  married  at 
least  once. 

(3)  The  percentage  of  women  who  were  mar- 
ried more  than  once  was  higher  among  women 
dying  of  cervical  cancer  than  among  women  in 
the  general  population. 

(4)  The  majority  of  women  had  low  annual 
income. 

(5)  The  percentage  of  women  with  a prior  his- 
tory of  complaints  (i.e.  bleeding,  spotting,  dis- 
charge) was  higher  among  women  dying  of  cervi- 
cal cancer  than  among  women  in  the  general 
population. 

There  are  a variety  of  factors  identified  in  other 
epidemiological  studies  which  we  were  unable  to 
confirm  in  our  study  due  to  lack  of  data.  Quite 
obviously,  information  regarding  the  sexual  activity 
of  these  women  was  unavailable,  and  inferences 
could  only  be  made  based  on  the  data  regarding 
marriages.  As  far  as  obstetrical  history  is  con- 
cerned, a large  number  of  medical  records  con- 
tained no  reference  to  number  of  births.  In  most  of 
these  cases,  the  women  were  over  the  age  of  60  and 
the  obstetrical  history,  when  recorded,  was  noted  as 
“unremarkable.”  Data  regarding  such  factors  as 
unrepaired  cervical  lacerations  and  age  at  first  preg- 
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nancy  was  unavailable  in  most  cases.  Other 
epidemiological  studies  remark  on  the  low  educa- 
tional level  of  women  at  "high  risk"  to  cervical 
cancer.  In  our  population  group,  a higher  percent- 
age of  women  had  completed  high  school  than  had 
women  in  the  general  population.  All  of  the  women 
who  died  of  cervical  cancer  between  1968  and  1972 
were  white,  which  is  not  surprising  in  a state  with  a 
relatively  small  non-white  population.  This  does  not 
imply,  however,  that  non-white  women  in  Maine 
are  at  low  risk  to  cervical  cancer.  The  mortality  rate 
from  cervical  cancer  is  higher  for  non-white  women 
than  for  white  women  in  Maine.11 

Perhaps  what  is  most  obvious,  after  reviewing  the 
aggregate  data  in  this  study,  is  that  the  majority  of 
women  who  died  of  cervical  cancer  between  1968 
and  1972  could  have  been  salvaged.  This  is  not  to 
imply  that  this  group  of  women  received  a poor 
quality  of  medical  care,  but  only  that  medical  care 
was  sought  too  late  in  most  cases. 

The  effectiveness  of  the  Pap  test  in  detecting  cer- 
vical cancer  even  in  the  non-invasive  stage  is  well 
established.  Although  there  is  still  some  con- 
troversy regarding  the  progression  of  the  disease, 
there  is  fairly  strong  evidence  to  support  the  pre- 
mise that  cervical  cancer  in  the  majority  of  cases 
follows  a progressive  course  and  that  it  may  remain 
latent  for  long  periods  of  time  (as  long  as  ten 
years). 12  Obviously,  proof  of  the  above  theory  is  not 
possible,  as  it  would  involve  allowing  a known  car- 
cinoma to  progress  unchecked  in  a human  patient. 


As  most  of  these  women  did  not  have  regular  Pap 
smears,  we  have  no  way  ofjudging  the  length  of  time 
the  disease  progressed  prior  to  the  appearance  of 
symptoms. 

The  data  in  Appendix  IV  and  IVA  indicate  rela- 
tive survival  time  between  initial  diagnosis  of  cancer 
and  death  (median  time  16  months).  The  relatively 
short  period  of  time  between  first  diagnosis  and 
death  is  not  surprising.  Chances  of  survival  de- 
crease with  progression  of  the  disease,  and  over  half 
the  women  studied  had  a visible  tumor  on  exam 
following  symptoms. 

Age  at  death  corresponds  well  with  national  data 
on  age  incidence  of  cervical  cancer,  which  shows  a 
sharp  rise  around  the  age  of  30  and  a subsequent 
decline  after  the  age  of  70. 13  Age  at  first  diagnosis  of 
cancer  (Appendix  II 1A)  for  this  group  of  women 
indicates  a shift  to  the  left  from  age  at  death  (Appen- 
dix III).  If  cervical  cancer  does  indeed  follow  a 
progressive  course,  then  the  implication  is  that  a 
rise  in  incidence  may  occur  somewhat  earlier  among 
Maine  women  dying  of  the  disease  than  is  indicated 
by  national  data. 

The  majority  of  these  women  sought  medical  care 
on  either  an  acute  or  sporadic  basis.  Of  the  small 
number  of  women  who  sought  medical  care  on  a 
routine  basis,  only  10  also  had  routine  Pap  smears. 
No  data  is  available  from  medical  records  to  indi- 
cate why  the  disease  was  not  detected  by  the  Pap 
test  at  an  early  stage.  What  may  be  indicated  is 
either  (l)a  certain  percentage  of  false  negative 
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Management- 

Housewife 

Laborer 

Clerk 

Other 

Unknown 

Total 

Occupation 

123/58% 

5 1/24% 

20/9.4% 

14/6.6% 

4/2% 

212 

Emergency 

Method  of 

Physician 

Room 

Clinic 

Unknown 

Total 

Entrance 

131/70% 

46/25% 

2/1% 

7/4% 

186 

Low 

Middle 

High 

Unknown 

Total 

Financial  Status 

105/56.5% 

64/34% 

5/3% 

12/6.5% 

186 

Not  Finish 

Not  Finish 

Grade  School 

High  School 

High  School 

College 

Unknown 

Total 

Education 

7/3.7% 

34/18.3% 

1 1 1/59.7% 

10/5.3% 

24/13% 

186 

Not  Diagnosed 

Diagnosed 

Before 

Before 

Unknown 

Total 

Diagnosis  Status 

16/8.6% 

166/89.2% 

4/2.2% 

186 

Pap  Smear/ 

Exam/ 

Pap  Smear 

Biopsy 

Biopsy 

Surgery 

Unknown 

Total 

Autopsy 

Diagnosed  By 

13/7% 

39/21% 

117/63% 

6/3% 

1 1/6% 

186 

None 

Pap  Smear 

Routine 

Sporadic 

Rarely 

Never 

Recorded 

Unknown 

Total 

History 

10/5.4% 

26/14.1% 

2/1% 

16/8.6% 

123/66. 1% 

9/4.8% 

186 

Rural 

Urban 

Suburban 

Unknown 

Total 

Living  Setting 

78/37% 

74/36 % 

46/21% 

14/6% 

212 

Acute 

Preventive 

Sporadic 

Never 

Unknown 

Total 

Case  History 

96/51.6% 

16/8.6% 

61/32.8% 

l/.5% 

12/6.5% 

186 

Pregnancy 

M iscarriage 

Abortion 

Cesarean 

Unknown 

Total 

History 

16/1 1% 

9/6.4% 

7/4.8% 

N/A 

146 

Marriage 

Married 

Widowed 

Divorced 

Single 

Total 

History 

126/56% 

71/32% 

21/9% 

6/3% 

224 

Number 

One 

Two 

Three 

Unknown 

Total 

83/68% 

32/26% 

5/4% 

3/2% 

123 

Data  Table  2 


Yes 

No 

Unknown 

Total 

Previous  Supracervical  Hysterectomy  or 
Salpingo-Oophorectomy 

32/17.2% 

144/77.4% 

105.  4% 

186 

Cancer  Among  Blood  Relatives 

32/17.2% 

142/76.35% 

12/6.45% 

186 

Diagnosis  after  Symptoms 

168/90.3% 

12/6.5% 

6/3.2% 

186 

Visible  Tumor  on  Exam  Following  Symptoms 

89/47.8% 

69/37. 1% 

28/15.1% 

186 

smears,  or  (2)  an  extremely  rapid  progression  of 
disease. 

Countless  studies  of  the  health  care  of  Maine 
people  substantiate  the  relationship  between  low 
annual  income  and  poor  health  care  (e.g..  Fifteen 
Community  Study.  Indian  Study,  etc.).  As  the  ma- 
jority of  the  women  whose  histories  we  reviewed 
had  low  annual  incomes,  lack  of  adequate  financial 
resources  probably  prevented  many  of  them  from 
seeking  routine  medical  care  prior  to  the  onset  of 
cancer.  Surprisingly,  the  majority  of  these  women 
(82.8%)  were  covered  by  medical  insurance.  Most 
medical  insurance,  unfortunately,  does  not  cover 
the  cost  of  preventive  care.  The  fact  that  the  major- 
ity of  women  had  medical  insurance  and  sought 
primarily  acute  or  sporadic  medical  care  leads  to  the 
supposition  that  the  cost  of  illness  may  be  consid- 
ered "affordable''  by  a majority  of  people  while  the 
cost  of  staying  well  is  not. 

Ignorance,  fear,  and  a strong  process  of  denial  on 
the  part  of  many  of  these  women  were  indicated  by 
( 1 ) refusal  to  have  Pap  tests,  (2)  linking  of  the  symp- 
toms of  the  disease  with  menopause  even  when 


symptoms  persisted  for  long  periods  of  time,  (3) 
refusal  of  adequate  follow-up  after  initial  diagnosis 
and  treatment,  and  (4)  ignoring  symptoms  until  they 
became  dramatic  (e.g.,  major  hemorrhage). 

Knowledge  regarding  the  Pap  test  and  the  cancer 
danger  signal  are  fairly  widespread.  However,  in 
many  cases  this  knowledge  is  faulty.  The  findings 
from  the  study  conducted  by  the  American  Cancer 
Society  of  women  participating  in  the  cervical 
cancer  screening  program  in  Ohio  "...  suggest 
that  the  "danger  signal’  (i.e.,  bleeding)as  now  taught 
is  effective  in  persuading  women  to  be  examined 
once  but  it  appears  to  be  less  effective  in  persuading 
them  to  be  re -examined. ”14  Unfortunately,  too 
many  women  also  believe  that  one  negative  Pap  test 
is  assurance  against  the  future  incidence  of  cervical 
cancer. 

As  adequate  resources  do  not  exist,  at  present,  to 
screen  all  women  for  cervical  cancer  annually,  regu- 
lar screening  of  high  risk  women  takes  a high  prior- 
ity. However,  not  only  is  it  necessary  to  provide 
services,  but  it  is  also  necessary  to  design  educa- 
tional programs  so  that  women  will  avail  themselves 
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of  presented  services.  If  the  "high  risk"  target 
population  can  be  reached,  a screening  program 
would  prevent  mortality  and  should  be  im- 
plemented. The  data  in  this  study  suggest  the  follow- 
ing: 

Education 

1.  Education  concerning  the  importance  of  the 
Pap  test  should  begin  at  the  high  school  level. 

2.  Men  should  be  educated  regarding  the  impor- 
tance of  the  Pap  test  and  the  meaning  of  the 
cancer  danger  signal  (i.e. , bleeding)  so  that 
they  may  encourage  their  wives  to  seek  medi- 
cal attention.  This  might  be  best  implemented 
through  employers  of  non-skilled  workers 
(e.g.,  mills,  factories,  etc.) 

3.  More  definitive  educational  programs  are 
necessary  so  that  women  can  distinguish  be- 
tween the  symptoms  of  menopause  and  those 
of  cervical  cancer. 

4.  Special  efforts  should  be  made  to  include 
post-menopausal  women  in  screening  pro- 
grams. Individual  educational  efforts  through 
visiting  nurses,  home  health  aides  or  family 
would  be  more  effective  with  this  age  group 
than  would  mass  media. 

5.  A reorientation  toward  preventive  medical 
care  is  necessary.  In  line  with  this  reorienta- 
tion, consideration  should  be  given  to  mandat- 
ing that  Pap  tests  be  made  reimbursable  under 
health  insurance. 

6.  Women  who  are  identified  as  being  at  “high 
risk”  (e.g.,  prior  history  of  vaginal  bleeding) 
should  be  adequately  informed  by  a physician. 

Screening 

1 .  Women  with  a prior  history  of  complaints  (i.e. , 
vaginal  bleeding)  should  be  “flagged"  for 
screening.  This  group  may  be  at  least  partially 
identifiable  by  selecting  out  those  women  who 
have  had  D & C’s  for  bleeding  of  unknown 
etiology. 


2.  Women  who  have  had  supracervical  hysterec- 
tomies or  oophorectomies  should  be 
“flagged”  for  screening. 

3.  Routine  Pap  smear  screening  of  hospital  in- 
patients can  be  effective  in  reducing  mortality 
from  cervical  cancer  and  is  recommended. 

4.  Direct  services  as  well  as  educational  pro- 
grams implemented  through  employers  of 
non-skilled  women  (e.g.,  mills,  factories) 
would  reach  a portion  of  the  “high  risk”  popu- 
lation. 

5.  Regular  screening  of  resident  population 
groups  (e.g.,  nursing  homes,  prisons,  etc.)  is 
recommended.  Approximately  10%  of  the 
women  in  this  study  were  members  of  resident 
population  groups. 
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Blue  Cross  and  Blue  Shield— 


STRESS” 


“Stress"  is  the  newest  booklet  in  the  Blue  Cross 
Association  Blue  Print  for  Health  series  and  is 
available  to  you  or  your  patients  through  Maine 
Blue  Cross  and  Blue  Shield. 

“Stress”  is  for  the  layman,  although  profession- 
als will  find  it  a source  of  many  new  and  interesting 
facts.  The  subject  is  discussed  in  all  its  aspects: 
What  stress  is,  how  it  was  caused,  how'  to  overcome 
it  and  even  what  to  do  when  nothing  works. 

It  has  been  compiled  under  the  professional  gui- 
dance of  Donald  Oken,  M.D.,  who  is  professor  and 
chairman  of  the  department  of  psychiatry  at  Upstate 
Medical  Center.  State  University  of  New  York  at 
Syracuse. 

“Stress”  contains  eleven  articles  by  such  well 
known  authors  as  Lee  Salk,  Ph.D.,  whose  pediatric 
accomplishments  are  known  throughout  the  world: 
Gay  Luce  and  Eric  Peper  who  are  involved  in 
biofeedback  research:  Catherine  Chilman,  Ph.D., 
w hose  advice  about  stress  in  the  home  goes  beyond 
theory  because  she  is  the  mother  of  three:  and 
others,  including  an  industrial  psychiatrist,  a direc- 
tor of  a gerontology  center  and  a father-son  team  of 
physicians  who  challenge  the  reader  to  score  the 
amount  of  stress  at  any  given  time  from  a point- 
value  chart  they  originated.  Not  to  be  overlooked  is 
one  additional  contributor  who  is  not  a scientist  but 
she  can  “hold  her  own"  when  anyone  mentions 
stress.  She  is  Joan  Rivers,  the  comedienne  who 
thinks  of  life  itself  as  one  big  stress  reaction  to  be 
laughed  at  — and  then  overcome. 

The  booklet  describes  stress  as  it  occurs  to  all  age 
groups  — infants,  young  children,  adolescents  and 
the  elderly.  Then  “Stress”  covers  the  environment 
as  stress  in  the  home  and  stress  at  work  may  differ 
but  the  causes  are  inter-related. 

The  concluding  article  in  the  booklet  assumes  that 
everyone  at  some  time  or  other  needs  to  relax  but 
can't.  The  authors  tell  you  how. 

Quotes  from  "Stress”: 

“The  Chinese  word  for  crisis  is  w'ritten  by  com- 
bining the  symbols  for  the  words  ’danger'  and  ’op- 
portunity.' Stress  is  just  that:  a danger  and  an  oppor- 
tunity; a friend  and  a foe.  If  you  use  it  well,  stress 
can  be  a good  friend,  indeed.” 

Donald  Oken.  M.D. 

Article:  “Stress  — Our  Friend.  Our  Foe.” 

“The  child  who  is  emotionally  secure  will  find  the 


social  and  academic  world  interesting  and  challeng- 
ing.” 

Lee  Salk.  Ph.D. 

Article:  "Growing  Up  Mentally  Fit.” 

“For  most  youths,  adolescence  is  indeed  a possi- 
bility; that  is  to  say,  they  belong  to  a world  which 
emphasizes  a prolonged  childhood,  a prolonged 
period  of  education  and  only  a gradual  entrance  into 
the  rights  and  responsibilities  of  adulthood.” 

Robert  Coles,  M.D. 

Article:  “Mastering  Adolescence.” 

“Aging  is  a gift  of  the  twentieth  century  to  people 
who  can  learn  to  manage  it  and  exploit  it  for  what  it 
can  be.” 

James  E.  Bnren.  Ph.D. 

Article:  “Weathering  the  Years.” 

“The  more  you  can  accept  that  families  have 
angry  as  well  as  loving  feelings,  that  family  mem- 
bers want  to  be  free  of  each  other  as  well  as  belong 
to  each  other,  the  less  disenchanted  you  will  be  with 
family  life.” 

Catherine  S.  Chilman.  Ph.D. 

Article:  “Home:  Safe  Harbor  or  Storm  Center?” 
“Establishing  priorities  and  sticking  to  them  is 
one  good  way  to  organize  one’s  life  to  defeat 
stress.” 

Ralph  T.  Collins,  M.D. 

Article:  “Managing  Stress  on  the  Job.” 
“Circumstances  alter  the  impact  and  even  the 
harm  of  a stressor  . . . When  the  person  behind  you 
in  the  supermarket  line  gives  you  a shove,  that’s 
aggravation;  when  your  grandchild  sneaks  up  be- 
hind you  for  a surprise  hug.  it’s  a delight.  Studies  of 
stress  must  be  able  to  account  for  the  differences 
produced  by  these  factors.” 

Jerome  E.  Singer.  Ph.D.,  David  C.  Glass,  Ph.D. 

Article:  “Making  Your  World  More  Livable.” 
“The  routine  of  our  lives  is  constantly  being  re- 
vised. We  have  to  filter  incoming  stimuli,  assign 
them  priorities  and  try  to  fit  them  into  our  own  way 
of  life.  If  we  refuse  or  are  unable  to  deal  with  this 
input,  our  circuits  may  become  overloaded  with  a 
massive  life  crisis  and  our  systems  are  at  great  risk 
of  breakdown  in  function.” 

T.  H.  Holmes.  M.D..T.  S.  Holmes,  M.D. 

Article:  “How  Change  Can  Make  Us  III.” 

“The  unpleasant  psychological  side  effects  of 
stress  are  not  symptoms  of  current  or  future  mental 

Continued  on  Page  68 
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News,  Notes  and  Announcements 


Sixth  Annual  Surgical  Symposium 
Maine  Medical  Center,  Portland,  Maine 
Friday  and  Saturday,  March  7 and  8,  1975 

All  surgeons  and  other  interested  physicians  are  reminded  of 
the  MMC  Surgical  Symposium  and  cordially  invited  to  send  their 
reservations  c/o  Drs.  Robert  E.  McAfee  and  Ferris  S.  Ray, 
Surgical  Symposium  Chairmen,  MMC,  Portland.  Maine  04102. 

This  will  be  the  first  l!4  day  symposium,  and  participating 
physicians  are  cordially  invited  to  bring  their  wives. 

Program  Highlights 
Isaac  M.  Webber  Surgical  Lecture: 

“Surgical  Trauma  and  Convalescence” 

Francis  D.  Moore,  M.D.,  Mosely  Professor  of  Surgery, 
Harvard  Medical  School,  and  Chief  of  Surgery, 

Peter  Bent  Brigham  Hospital 

Presentations  include  "Unusual  Cases  of  Surgical  Trauma,” 
“Present  Your  Problem  Cases  and  X-Rays,”  "Surgical  Updat- 
ing,” “Management  of  Surgical  Trauma,”  and  “Unusual  Prob- 
lem in  Surgical  Trauma."  Speakers  will  include  Drs.  Dillihunt, 
Britton,  Dibbins,  Ray,  Asali, Gibbons,  McAfee,  Phelps,  Carroll. 
Drake,  Provost,  Pratt,  Timothy,  Clark,  Goldfarb,  Beach.  Root, 
Hiebert,  Leeber,  and  Caldwell. 

Friday  evening:  Reception  and  Banquet  at  the  Ramada  Inn. 


First  Maine  Biomedical  Research  Symposium 

A symposium  for  clinical  and  research  papers  on  the  general 
topic  of  respiration  will  be  held  on  March  14  and  15,  1975  at  the 
Augusta  Civic  Center,  Augusta,  Maine.  There  will  be  sections 
related  to  clinical  and  marine  and  pharmacological  and 
physiological  aspects  of  respiration  with  a general  section  not 
specifically  restricted  to  respiration.  Continuing  education  ac- 
creditation has  been  approved  by  the  AMA  and  the  Maine  Divi- 
sion, American  Academy  of  Family  Practice.  For  further  details 
write:  Chairman,  Lucian  J.  Cuprak,  Medical  Research  Service, 
Veterans  Administration  Center,  Togus,  Maine  04330. 


“A  Seminar  in  Emergency  Medicine” 

The  Maine  Medical  Center  and  Tufts  University  School  of 
Medicine  announce  “A  Seminar  in  Emergency  Medicine"  to  be 
held  April  7-11,  1975,  in  Portland,  Maine.  Further  information 
regarding  registration  may  be  obtained  from  Dr.  Frank  Lawrence 
at  Maine  Medical  Center. 


State  of  Maine 

Department  of  Health  and  Welfare 
Division  of  Child  Health  Clinic  Schedule  — 1975 
Cardiac  Clinics 

Bangor  — St.  Joseph  Hospital 

9:00  a.m.:  Mar.  14,  Apr.  1 1 . May  9,  June  13,  July  1 1 , Aug.  8, 
Sept.  12,  Oct.  10,  Nov.  14,  Dec.  12 
Portland  — Maine  Medical  Center 

9:00  a.m.:  Mar.  7,  14,  21,  28,  Apr.  4,  11,  18,  25,  May  2,  9,  16, 
23,  30,  June  6,  13,20,  27, July  II,  18,  25,  Aug.  1,8,  15,22.29, 
Sept.  5,  12,  19,  26,  Oct.  3,  10,  17,  24,  31,  Nov.  7,  14,  21,  Dec. 
5,  12,  19 

Orthopedic  Clinics 

Bangor  — St.  Joseph  Hospital 
9:00  a.m.:  Mar.  27,  Apr.  24,  May  22,  June  26,  July  24,  Aug.  28, 
Sept.  25,  Oct.  23,  Nov.  20,  Dec.  18 
Fort  Kent  — Northern  Maine  Medical  Center 
9:00  a.m.:  Mar.  1 1,  May  13,  July  8,  Sept.  9,  Nov.  4 
Houlton  — Houlton  Regional  Hospital 

10:00  a.m.:  Mar.  10,  May  12,  July  7,  Sept.  8,  Nov.  3 
Lewiston  — Central  Maine  General  Hospital 


9:00a.m.:  Mar.  21,  Apr.  18,  May  16,  June  20,  July  18,  Aug.  15, 
Sept.  19,  Oct.  17,  Nov.  21,  Dec.  19 
Presque  Isle  — A.  R.  Gould  Memorial  Hospital 
9:00  a.m.:  Mar.  12,  May  14,  July  9,  Sept.  10,  Nov.  5 
Waterville  — Thayer  Hospital 

Time  scheduled  by  hospital:  Mar.  3,  Apr.  7,  May  5,  June  2, 
Sept.  8,  Oct.  6,  Nov.  10,  Dec.  1 

Cleft  Palate  Clinic 

Portland  — Maine  Medical  Center 
10:00  a.m.:  May  19,  Sept.  15,  Nov.  17 

Cystic  Fibrosis  Clinics 
Lewiston  — Central  Maine  General  Hospital 
Time  scheduled  by  hospital:  Mar.  7,  Apr.  4,  May  2,  June  6, 
July  1 1,  Aug.  1,  Sept.  5,  Oct.  3,  Nov.  7,  Dec.  5 
Portland  — Maine  Medical  Center 
Time  scheduled  by  hospital:  Mar.  18,  Apr.  15,  May  20,  June 
17,  July  15,  Aug.  19,  Sept.  16,  Oct.  21,  Nov.  18,  Dec.  16 
Bangor  — St.  Joseph  Hospital 
Time  scheduled  by  hospital:  Mar.  18,  Apr.  15,  May  20,  June 
17,  July  15,  Aug.  19,  Sept.  16,  Oct.  21,  Nov.  18,  Dec.  16 


History  in  the  Making 

W.A.M.M.A.  is  pleased  to  announce  the  formation  of  a new 
County  Auxiliary.  Lincoln-Sagadahoc  Members-at-Large  held  a 
planning  meeting  at  the  home  of  Members-at-Large  Chairman, 
Arlene  Fichtner,  January  8.  An  organizational  meeting  will  be 
held  February  3 at  Bath  Memorial  Hospital. 

Mrs.  James  Smith,  chairman  protem,  will  assist  members  in 
establishing  a charter  and  electing  their  officers. 


FOR  THE  DOCTOR’S  WIFE 

IF  YOU  LIVE  IN  A COUNTY  WHERE  THERE  IS  NO 
ORGANIZED  AUXILIARY  TO  THE  LOCAL  MEDICAL 
SOCIETY,  OR  YOU  FIND  IT  IMPOSSIBLE  TO  ATTEND 
REGULAR  MEETINGS.  JOIN  THE  AUXILIARY  TO  THE 
MAINE  MEDICAL  ASSOCIATION  AS  A MEMBER-AT- 
LARGE. 

Even  if  you  do  not  belong  to  a county  auxiliary,  you  can 
become  a member-at-large  of  your  State  Auxiliary  and  the 
Woman's  Auxiliary  to  the  American  Medical  Association.  The 
medical  profession  needs  your  support  and  interest.  As  a 
member  of  this  organization,  it  is  your  privilege  to  assist  the 
medical  profession  in  its  program  for  the  advancement  ol 
medicine  and  public  health,  and  to  serve  in  promotion  of  health 
education  in  your  community. 

The  annual  dues  you  pay  ($8)  benefit  everyone.  They  pay  for: 

• MD'S  WIFE  (National  magazine) 

• Direct  Line  Newsletter 

• Operational  expenses  (including  headquarters  office,  con- 
vention, conference  and  workshop  expenses) 

• Printing  and  distribution  of  Package  Programs  and  health 
education  aids 

• Loans  to  medical  students  and  nurses 

• Scholarships 

• Contributions  to  the  American  Medical  Association  Educa- 
tion and  Research  Foundation 

Please  be  assured  that  we  are  interested  in  your  personal 
participation  in  county.  State  and  national  auxiliary  programs 
and  not  just  your  financial  support.  Contact  your  nearest  local 
group  as  soon  as  possible  and  enjoy  the  friendship  to  which  your 
membership  entitles  you.  and  contact  me  for  enrollment. 

Mrs.  Pai  t A.  Fichtner 
Chairman,  Members-at-Large 
Woman's  Auxiliary,  M.M.A. 
Woolwich,  Maine  04579 
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County  Society  Notes 


PENOBSCOT 

The  October  1974  meeting  of  the  Penobscot  County  Medical 
Society  was  held  on  October  15,  1974  at  the  Heritage  Motor  Inn. 
in  Millinocket.  Maine,  with  a large  group  in  attendance. 

The  meeting  was  opened  by  the  President.  Dr.  David  Sensenig. 
The  minutes  of  the  annual  meeting  w hich  took  place  in  May  1974 
were  read  and  approved. 

Applications  for  membership  into  the  Penobscot  County  Med- 
ical Society  were  received  from  Drs.  H.  Clement  Jurgeleit,  John 
F.  Adams.  Jr.  and  Donald  G.  Metzger.  All  applications  were 
reviewed  by  the  Executive  Council  and  approved.  The  applica- 
tions were  then  voted  upon  and  approved  unanimously  by  the 
membership. 

There  was  no  old  business. 

Under  new  business,  there  was  nothing  to  come  before  the 
membership  for  discussion  or  action.  As  a comment.  Dr.  George 
W.  Wood.  Ill  acknowledged  the  fine  dinner  and  accommodations 
of  the  ev  ening  which  were  planned  by  the  members  from  Mil- 
linocket. 

The  speaker  of  the  evening.  Dr.  Russell  C.  Briggs,  of  the 
Department  of  Nuclear  Medicine  at  the  Maine  Medical  Center, 
Portland,  Maine,  was  introduced.  His  topic  "A  Peek  Under  the 
Mushroom  Cloud”  recounted  the  history  of  scanning  in  nuclear 
medicine  and  described  the  newer  techniques  available  in  the 
field.  Recent  advances  in  radioactive  scanning,  as  well  as  the 
future  direction  which  scanning  might  take,  was  highlighted  by 
Dr.  Briggs.  The  presentation  was  most  informative  and  helpful  to 
all  who  were  privileged  to  hear  it.  A discussion  period  followed 
the  formal  presentation.  As  there  was  no  further  business,  the 
meeting  was  adjourned. 

PhilipG.  Hinter.  M.D..  Secretary 


CUMBERLAND 

The  389th  meeting  of  the  Cumberland  County  Medical  Society 
was  held  at  the  Stage  Coach  Restaurant  in  South  Portland.  Maine 
at  6:00  p.m..  October  17.  1974.  Ninety-three  members  and  guests 
were  in  attendance.  Following  a well  attended  social  hour,  an 
excellent  dinner  was  serv  ed.  The  steak  was  considered  very  good 
and  the  service  very  slow'. 

The  meeting  was  called  to  order  by  the  President.  Dr.  Stanley 
B.  Sylvester,  at  8:35  p.m.  Three  guests  were  introduced.  They 
are  Mr.  Dalrymple  from  the  Union  Mutual  Life  Insurance  Com- 
pany. Dr.  Dibbins  (recently  arrived  pediatric  surgeon)  and  Dr. 
Robert  Sylvester  who  is  now  doing  rheumatology  in  Portland. 

Applications  were  then  presented  to  the  membership  for  first 
reading:  Drs.  Larry  Anderson.  Richard  Anderson.  George  Mor- 
ton. Robert  Sylvester  and  Caroline  Dickson,  all  forjunior  mem- 
bership. These  applications  have  been  referred  to  the  Executive 
Committee  and  will  be  brought  back  at  a subsequent  meeting  for 
final  vote. 

In  addition.  Dr.  Aldo  Llorente  of  Brunswick  asked  permission 
to  transfer  to  the  Lincoln-Sagadahoc  County  Medical  Society. 
This  was  approved. 

The  names  of  the  following  members  were  presented  for  hon- 
orary membership:  Drs.  William  L.  Casey.  John  J.  Lappin.  Philip 
H.  McCrum  and  Alice  A.S.  Whittier. 

Drs.  Paul  V.  Davis,  John  R.  Lincoln.  Norman  E.  Dyhrberg.  k. 
Alexander  Laughlin.  John  B.  Titherington.  Donald  F.  Marshall. 
John  V.  Ward,  Andrew  Melkis  and  Nina  Rubins  were  all  pro- 
posed for  affiliate  membership. 

Drs.  Alvin  A.  Morrison  and  Roderick  L.  Huntress  are  now 
eligible  for  senior  membership. 

Drs.  Hugh  M.  Phelps.  Anthony  F.  Salvo,  Michael  L.  Shuman. 
Charles  F.  Thurber.  Louis  E.  Rosenthall  continue  as  junior 
members  while  Drs.  Claude  A.  Burnett.  Jr.,  Clifford  W.  Gates. 
David  NT  Iszard  and  Richard  B.  Stephenson  are  service  mem- 
bers. The  above  special  membership  categories  were  approved 
by  the  Society. 

The  Auxiliary  of  the  Cumberland  County  Medical  Society  has 


asked  for  $180  as  a contribution  toward  the  tasting  supper  to- 
morrow night.  The  Executive  Committee  has  approved  the  $100 
donation,  but  is  prohibited  by  the  Bylaws  from  increasing  this 
amount.  It  was  pointed  out  that  the  appropriation  of  monies  in 
excess  of  this  requires  one  month's  notice  and  must  be  brought 
up  at  the  following  meeting.  However,  since  $ I (K)  has  already 
been  appropriated,  it  is  possible  for  the  Executive  Committee  to 
add  $80  to  this  at  the  time  of  our  next  meeting. 

Dr.  Wesley  J . English  then  presented  the  communication  from 
Community  Health  Serv  ices  regarding  a multiphasic  screening 
program  in  Freeport  and  Pownal.  Many  questions  relative  to  the 
funding  and  handling  of  patients  in  this  program  were  raised.  It 
was  felt  that  this  program  be  tabled  until  more  information  con- 
cerning its  functions  was  available. 

Resolutions  on  the  deaths  of  Drs.  Leon  Babalian,  David 
Davidson,  and  Horace  k.  Sowles  were  read  respectively  by  Drs. 
Donald  P.  Cole.  Walter  B.  Goldfarb  and  George  L.  Maltby. 
These  resolutions  will  be  spread  upon  our  records  and  forwarded 
to  the  families.  In  addition,  it  will  be  sent  to  both  the  Maine 
Medical  Center  and  Mercy  Hospital  staffs. 

The  next  meeting  was  announced  by  Dr.  Sylvester.  It  will  be 
held  November  21  at  the  Red  Coach  Grill  in  Portland.  The  pro- 
gram w ill  he  a general  discussion  of  medical  ethics  as  it  applies  to 
daily  practice.  The  panel  will  be  chaired  by  Dr.  Robert  E. 
McAfee. 

The  business  meeting  was  adjourned  by  Dr.  Sylvester  at  9:30 
p.m.  Dr.  Richard  T.  Chamberlin,  Chairman  of  the  State  Profes- 
sional Serv  ices  Review  Organization,  then  brought  us  up  to  date 
on  the  functions  of  his  committee  and  the  Pine  Tree  Organiza- 
tion. Following  a lengthy  question  and  discussion  period,  the 
meeting  ended  at  10:45  p.m. 

At ered  E.  Swett,  M D. , Secretary 


WASHINGTON 

The  regular  meeting  of  the  Washington  County  Medical  Soci- 
ety was  held  on  October  28.  1974  at  the  home  of  Dr.  A.  Cowan 
Collins.  Dennysv  ille,  Maine,  with  7 members  and  7 guests  pres- 
ent. 

I.  Reading  of  Minnies:  Minutes  of  the  previous  meeting  were 
not  read,  due  to  the  fact  a copy  was  not  available. 

II.  New  Business: 

a.  Applications  for  admission  to  the  Washington  County 
Medical  Society  were  reviewed  on  an  individual  basis  by  the 
members  present.  Five  applications  were  reviewed,  individually 
voted  on.  and  the  following  persons  accepted  into  membership: 
Drs.  Mark  E.  Battista.  PatrickT.  Minihan.  Peter  k.  Hui.Carl  k. 
Aselton.  Jr.  and  John  F.  Murtaugh. 

b.  A delegate.  Dr.  Robert  G.  MacBride  and  an  alternate 
delegate.  Dr.  Donald  M.  Robertson  were  elected  to  the  House  of 
Delegates  of  the  Maine  Medical  Association. 

At  this  point,  we  proceeded  to  the  program.  Mrs.  Donna  Allen, 
R.N..  presented  a description  of  Public  Health  Nursing  Services 
within  Washington  County;  the  structure  of  her  organization  and 
the  types  of  responsibilities  the  Public  Health  Nurses  try  to 
tackle. 

Barry  kornrich  presented  the  structure  of  Dow  n East  Health 
Serv  ices,  show  ing  the  relationships  of  Maternal  and  Infant  Care 
and  Family  Planning  through  Down  East  Health  Services. 

Michael  Gougler  then  presented  the  concepts  and  philosophy 
of  the  Washington  County  Health  Plan  as  a prepaid  medical  care 
program.  Charles  Scharenberg  then  presented  the  function  of  the 
Northeast  Regional  Health  Council  and  described  its  functions. 

Debate,  discussion  and  even  some  clarification  occurred  dur- 
ing these  presentations.  It  was  generally  agreed  that  this  type  of 
discussion  represents  a beginning  effort  to  comprehend  and 
perhaps  coordinate  the  multiplicity  of  health  system  improve- 
ment efforts  occurring  in  Washington  County.  It  was  agreed  that 
at  this  time  the  concept  of  a professional  assistant  to  the  Secret- 
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ary  of  the  County  Medical  Society  could  be  of  enough  potential 
benefit  to  patient  care,  health  delivery  and  the  County  Medical 
Society  to  warrant  further  investigation.  It  was  resolved  that  a 
committee  be  formed  to  investigate  the  nature  of  this  position, 
the  qualifications  of  the  person  who  would  hold  the  position, 
design  a variety  of  ways  in  which  they  could  function  and  explore 
possibilities  for  financing  the  salary  for  such  a position.  Dr. 
Collins  was  appointed  to  that  committee,  a second  member  to  be 
selected  by  Dr.  Collins  at  a later  date. 

No  further  business  or  correspondence  was  brought  up  and  the 
meeting  was  adjourned. 

A.  Cowan  Collins,  M.D.,  Secretary  protem 


LINCOLN-SAGADAHOC 

The  regular  monthly  meeting  of  the  Lincoln-Sagadahoc 
County  Medical  Society  was  held  at  The  Ledges  in  Wiscasset, 
Maine  on  November  19,  1974. 

The  meeting  was  called  to  order  at  8:30  p.m.  by  the  President, 
Dr.  Peter  A.  Evans.  The  minutes  of  the  October  meeting  were 
read  and  accepted  as  written. 

Old  Business:  Suggestions  for  nominating  committee  were 
asked  for.  Two  names  were  forwarded  and  sent  to  M.M.A. 

New  Business:  Dues  for  1975.  After  a discussion  of  meal 
charges,  the  motion  was  made  and  seconded  that  1 975  d ues  be  set 
at  $35;  this  amount  was  adopted  by  majority  vote. 

Dr.  Evans  then  introduced  Jerry  Merrill  and  Ralph  Osgood  of 
Blue  Cross  and  Blue  Shield,  who  spoke  of  Blue  Shield  plans  and 
fee  schedules.  A great  deal  of  discussion  of  Usual,  Customary, 
and  Reasonable  fee  schedules  and  of  income  ceiling  for  service 
benefits  took  place. 

Dr.  Charles  E.  Burden  moved  that  this  Society  request  that 
Blue  Shield  stop  offering  80  percent  UCR  on  January  1 , 1975  and 
that  if  that  step  is  not  taken,  this  Society  agrees  that  all  physicians 
in  the  Society  will  withdraw  from  participation  in  Blue  Shield. 
Dr.  David  W.  Schall  seconded  the  motion.  After  discussion,  the 
motion  was  withdrawn.  Dr.  Burden  then  moved  that  Blue  Shield 


be  asked  to  drop  the  80  percent  UCR  program  on  January  I , i 975 
and  encourage  other  county  societies  to  reconsider  their  ap- 
proval of  this  program.  The  motion  was  seconded  with  ten  in 
favor  and  seven  opposed. 

The  problem  is  Blue  Cross  funds  paying  for  laboratory  proce- 
dures in  hospitals  which  Blue  Shield  funds  will  not  cover  in  a 
doctor’s  office. 

George  W.  Bostwick,  M.D.,  Secretary 


KENNEBEC 

The  November  21st  meeting  of  the  Kennebec  County  Medical 
Association  was  held  at  the  Silent  Woman  Restaurant  in  Water- 
ville,  Maine.  Following  cocktails  and  dinner,  the  President,  Dr. 
William  E.  Schumacher,  called  the  meeting  to  order.  The  min- 
utes of  the  previous  meeting  were  accepted  as  read. 

A letter  from  Dr.  Charles  E.  Burden  was  read  expressing 
concern  about  the  Blue  Shield  UCR  coverage  program.  After 
considerable  discussion.  Dr.  Joseph  J.  Hiebel  made  a motion  that 
the  Association  go  on  record  as  expressing  our  total  opposition  to 
the  UCR  plan  with  the  80  percent  coverage  feature,  and  directed 
that  this  sentiment  be  sent  to  the  President  of  the  Maine  Medical 
Association  and  the  Insurance  Committee  of  the  Maine  Medical 
Association,  with  the  request  that  the  contract  be  rescinded.  This 
motion  was  passed  with  one  dissenting  vote. 

Two  new  members  were  elected.  They  were  Dr.  Sung  Cho  of 
Gardiner  and  Dr.  James  Butler  of  Waterville. 

Dr.  Schumacher  then  appointed  a Nominating  Committee 
consisting  of  Drs.  George  I.  Gould,  Chairman;  Earl  M.  Davis  and 
Brinton  T.  Darlington  to  present  a slate  of  officers  at  the  next 
meeting. 

The  speaker  of  the  evening.  Dr.  John  Serrage  then  outlined  the 
recently  established  Regional  Neo-Natal  Intensive  Care  Program 
based  at  the  Maine  Medical  Center  in  Portland.  His  presentation 
was  well  received  and  elicited  considerable  discussion. 

The  meeting  was  adjourned  at  9:45  p.m. 

Kevin  Hill,  M.D.,  Secretary 
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illness.  They  indicate  that  the  person  is  struggling 
actively  with  a situation  that  temporarily  is  beyond 
his  capacity  to  master  — inevitably  so  because  of  its 
nature  or  novelty.” 

Gerald  Caplan,  M.D. 

Article:  “Breakdown!?  What  To  Do.” 

“People  cherish  the  myth  of  themselves  as  rest- 
less, aggressive  and  pioneering;  words  like  ‘tran- 
quility,’ ‘serenity’  and  ‘calm’  are  rare  in  our  vo- 
cabulary, in  our  schooling  and  in  our  lives.  For  most 


of  us,  this  means  that  we  have  paid  an  unconscious 
price  that  we  generally  start  to  feel  in  middle  age  — 
and  which  we  accept  as  the  dues  of  growing  older.  ” 
Gay  Luce  and  Erik  Peper 
Article:  “Learning  HowTo  Relax.” 

“Stress”  is  available  through  the  Communica- 
tions Department,  Maine  Blue  Cross  and  Blue 
Shield,  110  Free  Street,  Portland,  Maine  04101. 


Spring  Meeting  of  the  M.M.A.  House  of  Delegates 

Saturday,  April  12,  1975 
Thayer  Hospital,  Waterville,  Maine 
12:30  P.M.  — Registration;  1:00  P.M.  — Lunch;  2:00  P.M.  — Meeting 


10:00  A.M.  — Meeting  of  the  Executive  Committee 
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Clinical  Applications  of  Multistage 
Exercise  Testing 

Robert  F.  Kraunz,  M.D.,  F.A.C.C.* 


Multistage  electrocardiographic  exercise  testing 
provides  a safe,  non-invasive,  and  repeatable  mea- 
sure of  cardiovascular  performance.  Many  patients 
with  heart  disease  will  not  manifest  electrocardio- 
graphic abnormalities  in  the  resting  state.  Approx- 
imately 70%  of  c.ases  of  angina  pectoris  without 
prior  myocardial  infarction  will  have  a normal  rest- 
ing electrocardiogram.1  Pathophysiologic  abnor- 
malities of  diagnostic  and  prognostic  importance, 
even  when  absent  during  the  resting  state,  may  be 
demonstrated  during  effort. 

Since  1971,  a variable  speed-and-grade  treadmill 
has  been  used  to  perform  approximately  500  sub- 
maxima! or  maximal  exercise  tests  at  CMG  Hos- 
pital. In  the  evaluation  of  patients  with  and  without 
cardiovascular  disease,  we  have  found  that  multi- 
stage exercise  testing  has  a wide  clinical  applica- 
bility. The  treadmill  has  offered  definite  advantages 
over  the  Master’s  two-step  test,2  which  we  no 
longer  use  for  routine  exercise  stress  testing.  The 
treadmill  test  involuntarily  controls  the  rate  of  ener- 
gy expenditure,3  permits  continuous  electrocardio- 
graphic surveillance  during  exercise  for  greater 
safety  and  diagnostic  yield,  and  allows  the  attain- 
ment of  a steady  state  at  each  incremental  work 
level.4-5  The  treadmill  test  imposes  a greater  work 
load  than  the  two-step  test  and  offers  greater  sensi- 
tivity in  detecting  overt  or  latent  ischemic  heart 
disease.4'8  Finally,  treadmill  exercise  studies  pro- 
vide a basis  for  quantitative  evaluation  of  functional 
capacity.4'6,9'11 

The  following  case  reports  illustrate  the  primary 
clinical  applications  of  multistage  treadmill  tests 
employed  at  this  hospital  over  the  past  three  years. 

*From  the  Department  of  Cardiology,  Central  Maine  General 
Hospital,  Lewiston,  Maine  04240. 


Table  1 


Multistage  Exercise  Test 

Stage 

Speed  (mph) 
and 

% Grade 

Minutes 

Oxygen 

Costs 

ml/kg/min 

METS 

1 

11.2 

3 

I 

1.7 

2 

14.2 

4 

10% 

3 

17.2 

5 

4 

20.1 

6 

II 

2.5 

5 

23.0 

6.5 

12% 

6 

26.0 

7 

7 

29.0 

8 

III 

3.4 

8 

31.9 

9 

14% 

9 

34.8 

10 

10 

37.7 

11 

IV 

4.2 

11 

40.7 

12 

16% 

12 

43.6 

12 

13 

46.5 

13 

V 

5.0 

14 

49.5 

14 

18% 

15 

52.4 

15 

Methods 

We  use  a continuous  multistage  treadmill  test  ac- 
cording to  the  Bruce  protocol.4  7 Exercise  is  divided 
into  several  stages,  each  of  three  minutes  duration, 
beginning  at  a low  level  of  1 .7  mph  and  a 10%  grade 
(Table  1).  On  occasion,  it  is  necessary  to  begin  pa- 
tients with  very  poor  exercise  tolerance  at  a lower 
speed  and  incline.  After  signing  an  informed  con- 
sent form,  the  patient  is  asked  to  walk  continu- 
ously on  the  treadmill  through  successive  stages 
until  fatigue,  dyspnea,  or  other  symptoms  necessi- 
tate stopping.  A maximal  or  near  maximal  effort  is 
strongly  encouraged.  Continuous  oscilloscopic 
monitoring  is  performed  during  the  procedure,  and  a 
physician  is  in  attendance.  Full  resuscitative  equip- 


VOLUME  66.  MARCH  1974 


69 


Fig.  1.  Nomogram  to  assess  FAI  in  men  according  to  age,  dura- 
tion of  exercise,  and  habitual  physical  activity  status.  Repro- 
duced with  permission  from  RA  Bruce.111 


ment,  including  a D-C  defibrillator,  is  available  but 
has  never  been  required.  The  test  is  discontinued  by 
the  physician  when  conduction  disorders,  serious 
rhythm  disturbances,  or  pronounced  ST  segment 
depression  occur. 

A 12  lead  resting  electrocardiogram  (ECG)  is  ob- 
tained prior  to  the  exercise  test.  A transthoracic 
bipolar  lead  from  the  inferior  tip  of  the  right  scapula 
to  the  V5  position  with  a ground  electrode  over  the 
right  clavicle  is  used  to  monitor  the  electrocar- 
diogram for  rhythm,  rate,  and  ST-T  wave  changes 
during  and  following  exercise.  An  ECG  strip  is 
taken  as  a control  at  rest,  during  each  stage  of  the 
test,  immediately  following  exercise  (0  recovery), 
and  at  IV2,  3,  5,  and  8 minutes  following  exercise. 
Blood  pressure  is  measured  at  rest  and  at  0,  3,  and  8 
minutes  recovery.  The  ECG  strips  obtained  during 
and  following  exercise  are  examined  for  ST  segment 
changes  and  rhythm  disorders.  A definitely  positive 
response  is  defined  as  a 1 mm.  (0. 1 mv)  or  more  hori- 
zontal or  downsloping  depression  of  the  ST  segment 
during  or  after  exercise.  Junctional  depression  with 
an  upsloping  contour  of  the  ST  segment  and  return 
to  the  isoelectric  reference  line  (PQ  segment)  with- 
in 0.08  seconds  after  the  J point  is  considered  nor- 
mal. If  the  ST  segments  are  upsloping  with  1 or  more 
mm.  of  depression  0.08  seconds  beyond  the  .1  point, 
then  the  test  is  considered  equivocal  or  suggestive 


of  ischemia,  depending  on  the  degree  of  depres- 

sion.4'1214 

A close  relationship  exists  between  the  total  dura- 
tion of  exercise  and  the  amount  of  oxygen  con- 
sumed, and  maximal  exercise  correlates  with  maxi- 
mal oxygen  consumption  (VO2  max).  Adjustment  of 
VO2  max  for  age,  sex,  and  activity  allows  for  com- 
parison of  a given  patient  with  his  peers  by  use  of  the 
term,  functional  aerobic  impairment  (FAI).910  This 
parameter  can  be  expressed  as  follows: 


FAI  = Predicted  VO2  max  — observed  VO2  max 
Predicted  VO2  max 


x 100 


A relative  measure  of  functional  aerobic  capacity 
would  equal  100%  - FAI.  It  is  not  feasible  to  mea- 
sure actual  oxygen  consumption  during  clinical 
exercise  testing.  Since  the  total  duration  of  maximal 
exercise  correlates  closely  with  maximal  oxygen 
consumption,  normal  standards  and  test  results  can 
be  compared  by  nomograms,  illustrated  in  Figure  1 . 
Separate  nomograms  for  men  and  for  women  have 
been  compiled  from  data  in  normal  subjects  of  dif- 
ferent sex,  age,  and  habitual  physical  activity.910  A 
straight  edge  intersecting  age  (in  years)  and  total 
duration  of  exercise  (minutes)  provides  an  immedi- 
ate value  for  FAI.  The  severity  of  impairment  is 
rated  as  follows: 


Impairment 

None 

Minimal 

Moderate 

Marked 

Extreme 


FAI 

-20  to  +23% 
24  to  35% 

36  to  47% 

48  to  59% 
59%  or  more 


Average  oxygen  requirements  are  expressed  in 
ml  02/kg/min  in  Table  1.  The  values  for  normal 
women  are  similar  and  are  not  included  here.  Work 
intensity  can  also  be  expressed  as  METS.  repre- 
senting multiples  of  the  basal  metabolic  rate  (Table 
1). 


Case  Reports 

Case  I - A 55-year-old  dairy  farmer  was  admitted  to  the  CMG 
in  September  1974  because  of  two  episodes  of  pain  involving  his 
left  arm,  left  shoulder,  and  anterior  chest.  Each  episode  lasted  45 
minutes.  Serial  electrocardiograms  demonstrated  ST  coving  and 
T wave  inversion  in  leads  1,  L,  and  V2  thru  V5.  suggesting  an- 
terolateral intramural  infarction.  The  initial  SGOT  was  slightly 
increased  to  28  units  (normal<  12  units).  Otherwise,  the  enzyme 
tests,  including  SGOT,  CPK.  and  LDH,  were  normal  for  three 
days.  A lipoprotein  electrophoresis  showed  a Type  IV  pattern. 
His  hospital  course  was  uneventful,  and  he  was  discharged  on 
prophylactic  propranolol  and  nitroglycerin  (NTG)  as  needed.  On 
10/22/74,  a resting  electrocardiogram  was  normal  without  the 
previous  repolarization  changes.  A multistage  treadmill  test  was 
performed,  and  he  stopped  after  lx/i  minutes  in  Stage  ill  because 
of  discomfort  in  his  left  elbow  and  left  shoulder.  The  maximal 
heart  rate  (HR)  was  1 15,  and  there  was  2 mm  of  ischemic  ST  seg- 
ment depression  immediately  after  exercise  (Fig  2a).  Downslop- 
ing ST  depression  persisted  until  8 minutes  after  exercise.  Fol- 
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FIRST  EFFORT 


AFTER  NTG 


CONTROL 


0 

RECOVERY 


3 MIN. 
RECOVERY 


5 MIN. 
RECOVERY 


(a)  (b) 

Fig.  2.  Case  1.  (a)  Exercise-induced  ischemic  ST  segment  changes  persisting  during  the  recovery  period.  Maximal  heart  rate  115. 
(b)  Repeat  test  following  nitroglycerin.  Junctional  changes  at  0 recovery  with  heart  rate  132,  and  return  of  ECG  to  normal  by  3 min. 
recovery. 


lowing  nitroglycerin,  the  patient  was  asymptomatic  after  three 
complete  stages,  and  the  HR  rose  to  132.  The  ECG  showed 
equivocal  changes  with  lVi  mm.  of  junctional  depression  and  up- 
sloping  ST  segments  at  0 recovery  with  return  to  control  appear- 
ance by  3 minutes  recovery  (Fig  2b.).  Over  the  next  few  weeks, 
he  continued  to  have  exertional  chest  and  shoulder  discomfort. 

I Cardiac  catheterization  and  coronary  arteriography  at  the  Maine 
Medical  Center  in  early  December  showed  an  80%  obstruction  of 
the  left  anterior  descending  artery.  Left  ventricular  function  was 
adequate,  and  the  patient  successfully  underwent  coronary  ar- 
tery bypass  surgery  in  January  1975. 


Comment:  This  case  illustrates  how  exercise 
electrocardiography  can  be  used  to  confirm  the 
clinical  diagnosis  of  coronary  artery  disease  and  to 
estimate  the  severity  of  the  disease  process.  The 
strongly  positive  treadmill  test  demonstrated  signif- 
icant myocardial  ischemia  during  exercise,  which 
corroborated  the  clinical  suspicion  of  a high-grade, 
proximal  obstruction  in  a major  branch  of  the  left 
coronary  artery.  A critical  lesion  was  subsequently 
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demonstrated  by  coronary  arteriography.  Davia  et 
al  observed  that  73%  of  37  patients  with  2 mm.  or 
more  ischemic  ST  depression  on  treadmill  tests  had 
critical  lesions  demonstrated  by  arteriography  in  the 
main  left  coronary  artery  or  its  major  branches.15  In 
this  patient,  a treadmill  study  was  also  useful  in 
evaluating  the  response  to  nitroglycerin  (Fig.  2), 
which  provided  both  subjective  and  objective  im- 
provement. The  treadmill  test  is  easily  repeated  and 
permits  ready  analysis  of  short  or  long-term  treat- 
ment. 

Case  2 - This  51-year-old  man  was  a healthy  construction 
worker  until  June  1972  when  he  was  admitted  to  another  hospital 
with  a well-documented  acute,  inferolateral  myocardial  infarc- 
tion. His  hospital  course  was  uncomplicated,  but  the  recupera- 
tive period  was  characterized  by  atypical,  squeezing  pains  over 
the  cardiac  apex  unrelated  to  exertion  and  not  promptly  relieved 
by  nitroglycerin.  He  had  a history  of  chronic  anxiety.  He  was 
sent  to  me  for  disability  determination.  Physical  examination 
showed  a tense  man,  with  cold,  moist  hands.  The  cardiovascular 
examination  was  unremarkable.  In  November  1972,  a resting 
ECG  showed  sinus  tachycardia  and  a stable  inferior  wall 
myocardial  infarction.  He  walked  I minute  into  Stage  IV  on  the 
treadmill  for  a total  of  10  minutes.  He  stopped  with  dyspnea  and  a 
slight  pain  in  his  left  anterior  chest.  The  FAI  was  5%,  normal  for 
active  men  his  age.  His  maximal  heart  rate  was  170,  and  ischemic 
ST  changes  did  not  occur. 

Comment:  Patients  recovering  from  myocardial 
infarction  should  undergo  an  objective  evaluation  of 
physical  capability.4'6  The  response  to  an  effort  test 
a few  months  after  infarction  is  useful  in  the  rehabili- 
tative process,  and  it  provides  necessary  informa- 
tion for  advising  patients  about  occupational  activi- 
ties, recreation,  and  physical  conditioning  pro- 
grams?-616 

Atypical  chest  pain  syndromes  occur  frequently 
after  a myocardial  infarction  and  are  often  difficult 
to  evaluate.  A completely  negative  exercise  test 
suggests  that  the  chest  discomfort  may  be  unrelated 
to  coronary  heart  disease.  Exercise  tests  are  par- 
ticularly sensitive  indicators  of  left  anterior  coro- 
nary artery  disease,17  so  a negative  test  in  a patient 
with  a prior  inferior  wall  infarction  may  be  espe- 
cially informative. 

Case  3 -This  53-year-old  housewife  had  a proven  inferior  wall 
myocardial  infarction  in  June  1968.  There  was  a prior  eight-year 
history  of  hypertension,  moderately  well  controlled  with  diure- 
tics. In  1971,  she  began  to  have  effort-related  chest  pain,  some- 
times characteristic  of  angina  pectoris.  In  addition,  she  had  fre- 
quent atypical  chest  pains  with  a burning  quality  encircling  her 
left  chest,  persisting  for  several  hours,  and  inconsistently  re- 
lieved by  nitroglycerin.  Her  symptoms  were  thought  to  be  par- 
tially related  to  a chronic  anxiety  — depressive  reaction. 

Several  cardiovascular  examinations  revealed  blood  pressures 
in  the  160/90  range,  a left  ventricular  thrust  12  cm  from  the 
midsternal  line,  aGrade  I systolic  ejection  murmur  at  the  mid-left 
sternal  border,  and  a soft  apical  S4  filling  sound. 

In  May  1973,  propranolol  resulted  in  marginal  improvement  of 
her  anginal  syndrome.  A treadmill  test  was  performed  in  July 
1973  (Fig  3a).  The  resting  ECG  showed  an  old  inferior  wall 
infarction  and  left  ventricular  hypertrophy.  She  was  able  to  tol- 
erate V/2  minutes  of  the  test  and  stopped  in  Stage  II  with  anterior 


chest  pain  radiating  to  the  posterior  cervical  area.  The  FAI  was 
50%  indicating  marked  impairment.  The  test  was  strongly  posi- 
tive with  6 mm  of  ST  depression  at  0 recovery.  T wave  inversion 
was  noted,  and  the  ST  segment  abnormality  persisted  for  8 min- 
utes following  exercise.  In  December  1973,  she  was  hospitalized 
with  an  anterolateral  subendocardial  infarction.  The  serum  en- 
zymes were  minimally  elevated.  After  several  pain  episodes 
following  discharge,  she  finally  agreed  to  coronary  arteriog- 
raphy, performed  at  the  Maine  Medical  Center  in  March  1974. 
This  procedure  showed  significant  three-vessel  coronary  artery 
disease  with  an  80%  obstruction  of  the  left  anterior  descending 
branch,  occlusion  of  the  right  coronary  artery,  and  moderate 
obstructive  changes  in  a small  circumflex  branch. 

In  April  1974,  the  patient  underwent  saphenous  vein  bypass 
grafting  to  the  left  anterior  descending  and  right  coronary  ar- 
teries. There  was  dramatic  improvement  following  surgery  with 
full  resolution  of  her  anginal  syndrome.  The  exercise  test  was 
repeated  in  October  1974  (Fig  3b).  The  control  tracing  showed  2 
mm  of  ST  depression  which  increased  to  4 mm  during  Stage  II 
and  at  0 recovery.  By  5 minutes  post-exercise,  there  was  a return 
to  the  control  tracing.  The  patient  was  able  to  walk  into  Stage  III 
for  a total  of  6V2  minutes.  FAI  was  15%.  Compared  to  active, 
normal  women  her  age,  functional  capacity  was  normal.  At  the 
time  of  the  second  treadmill,  the  patient  had  been  taking 
digoxin  for  several  months. 

Comment:  The  initial  treadmill  test  was  helpful 
in  providing  objective  evidence  of  ischemic  heart 
disease  in  this  chronically  depressed  and  anxious 
woman  with  a low  pain  threshold  and  several  so- 
matic complaints.  Her  effort-related  angina  pectoris 
was  not  controlled  by  adequate  doses  of  proprano- 
lol, leading  to  coronary  arteriography  and  a double 
saphenous  vein  bypass  procedure.  The  postopera- 
tive ECG  stress  test  documented  some  improve- 
ment in  the  magnitude  and  persistence  of  post-exer- 
cise ST  segment  depression  even  though  she  was  on 
digoxin  at  that  time.18  Her  overall  exercise  tol- 
erance was  also  greatly  improved.  This  again  illus- 
trates the  usefulness  of  stress  testing  in  evaluating 
the  effectiveness  of  a therapeutic  procedure,  in  this 
case  aortocoronary  bypass  surgery. 

Case  4 - The  patient  is  a 39-year-old  electronics  technician 
known  to  have  a heart  murmur  since  age  16.  In  October  1972,  he 
was  admitted  to  the  CMG  Hospital  for  hemoptysis.  At  that  time, 
he  claimed  that  he  had  always  been  active  without  exertional 
dyspnea,  and  he  denied  other  cardiovascular  symptoms  except 
for  episodic  palpitations.  The  physical  examination  was  compat- 
ible with  classical  mitral  stenosis.  At  the  cardiac  apex,  there  was 
aGrade  III  presystolic  murmur  and  a prolonged  Grade  IV  dias- 
tolic rumble.  There  was  a sharp  opening  snap  best  heard  at  the 
low  left  sternal  border.  An  electrocardiogram  showed 
"P-mitral"  indicative  of  left  atrial  enlargement.  The  chest  x-ray 
revealed  Kerley  B lines  in  the  lower  lung  fields  and  a double 
cardiac  contour  consistent  with  left  atrial  enlargement.  An 
echocardiogram  was  compatible  with  tight  mitral  stenosis.  An 
exercise  test  was  performed  to  obtain  a more  objective  assess- 
ment of  his  functional  capacity.  He  was  able  to  walk  a total  of 
only  4 minutes,  indicative  of  marked  aerobic  impairment  (FAI 
= 58%).  He  had  frequent  short  runs  of  paroxysmal  atrial 
tachycardia  during  Stage  1 1 and  at  ((recovery,  but  no  ischemic  ST 
segment  changes  were  noted.  A right  and  left  heart  catheteriza- 
tion at  the  CMG  confirmed  the  diagnosis  of  significant  mitral 
stenosis  with  a mean  pulmonary  artery  pressure  of 54  mm  Hgand 
a pulmonary  wedge  pressure  of  32  mm  Hg.  No  mitral  regurgita- 
tion was  evident  by  left  ventriculography.  In  February  1973.  a 
closed  mitral  valvulotomy  was  performed  at  the  Maine  Medical 
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Fig.  3.  Case  3.  (a)  Prior  to  coronary  bypass  surgery  the  exercise  response  was  strongly  positive,  (b)  Following  surgery  a repeat  test  was 
positive  with  return  to  control  ECG  5 min.  post-exercise. 


Center  without  difficulty.  The  tightly  stenotic  valve  was  opened 
to  better  than  two  fingerbreadths  with  transventricular  dilatation . 
By  May  1973,  he  was  able  to  assume  full  activities  and  he  com- 
mented that  he  had  not  realized  how  limited  he  had  been  prior  to 


surgery.  A repeat  exercise  test  was  performed  in  September  1973 
and  he  was  able  to  continue  into  Stage  IV  for  a total  of  9 l/i 
minutes.  The  FAI  was  22%,  a considerable  improvement  from 
his  preoperative  study.  No  arrhythmias  or  ST  segment  changes 
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were  observed. 

Case  5 - This  65-year-old  school  teacher  was  found  to  have  a 
heart  murmur  at  age  35.  She  had  intermittent  palpitations  for 
several  years,  culminating  in  chronic  atrial  fibrillation  in  1966. 
The  ventricular  rate  was  controlled  with  0. 1 mg  of  digitoxin 
daily.  For  several  years,  she  felt  well  and  was  able  to  continue  her 
daily  work  as  a school  teacher  and  housewife.  She  was  aware  of 
some  dyspnea  on  climbing  one  flight  of  stairs  rapidly.  Initial 
evaluation  in  March  1971  showed  atrial  fibrillation  with  a control- 
led ventricular  response  of±  80.  There  was  no  evidence  of  right 
ventricular  hypertrophy.  The  first  heart  sound  was  accentuated 
at  the  apex.  There  was  a definite  opening  snap  heard  along  the  left 
sternal  border,  and  a diastolic  rumble  was  present  at  the  apex. 
The  ECG  showed  an  R/S  ratio  of  1 in  VI,  suggesting  right  ven- 
tricular hypertrophy.  A chest  x-ray  revealed  left  atrial  enlarge- 
ment with  posterior  displacement  of  the  barium-filled  esophagus. 
There  was  no  central  pulmonary  congestion  or  redistribution  of 
blood  flow  to  the  upper  lung  fields.  An  echocardiogram  demon- 
strated the  characteristic  pattern  of  moderate  mitral  stenosis.  In 
October  1972,  the  patient  claimed  that  walking  10  to  12  steps 
necessitated  stopping  with  some  shortness  of  breath  and  cardiac 
“pounding.”  At  that  time,  an  exercise  test  was  performed  for 
more  objective  functional  evaluation.  She  was  able  to  continue 
into  Stage  III  for  a total  of  8 minutes.  This  represented  an  FAI 
of-20%,  an  excellent  performance.  The  exercise-limiting  symp- 
tom was  fatigue,  not  dyspnea,  despite  a maximal  heart  rate  of 
±200.  Because  of  her  normal  exercise  tolerance,  a cardiac 
catheterization  was  not  performed.  In  the  past  two  years,  her 
minimal  symptoms  have  not  progressed,  and  there  have  been  no 
objective  changes  in  her  status  by  physical  examination,  ECG,  or 
chest  x-ray. 

Comment:  These  two  cases  exemplify  the  use  of 
a standardized  maximal  exercise  test  in  assessing 
the  functional  capacity  of  patients  with  valvular 
heart  disease.  Impairment  may  be  more  objectively 
evaluated  by  this  method  than  by  the  clinical  his- 
tory.19 In  Case  4 the  treadmill  test  demonstrated 
severe  exercise  intolerance  in  a stoic  man  with  tight 
mitral  stenosis  who  had  not  been  aware  of  his  car- 
diovascular limitation.  InCase  5,  effort  testing  dem- 
onstrated good  exercise  tolerance  in  an  elderly 
woman  with  long-standing  mitral  stenosis.  Patients 
with  valvular  heart  disease  can  be  serially  tested, 
and  a worsening  functional  capacity  may  indicate  a 
need  for  surgical  correction.5  However,  we  do  not 
perform  multistage  treadmill  tests  on  patients  with 
hemodynamically  significant  aortic  stenosis. 

Case  6 - This  58-year-old  man  began  to  have  dizzy  spells  with 
transient  blurring  of  vision  and  momentary  loss  of  balance  in 
March  1973.  In  September  of  that  year,  he  noted  intermittent 
substernal  pressure  lasting  approximately  one  minute  and  unre- 
lated to  exertion.  On  1 1/13/73,  he  was  hospitalized  forevaluation 
of  a syncopal  episode  with  loss  of  consciousness  for  fifteen  mi- 
nutes, during  which  time  he  was  incontinent  of  urine  and  com- 
pletely unresponsive  to  verbal  stimuli.  The  cardiovascular  ex- 
amination was  unremarkable  except  for  a sinus  bradycardia  of  48 
beats/min.  Cardiac  monitoring  revealed  a persistent  sinus 
bradycardia  with  a brief  episode  of  ventricular  bigeminy  as- 
sociated with  a transient  bundle  branch  block.  Slight  peaking  of 
the  precordial T waves  was  seen  on  the  resting  ECG.  A treadmill 
test  was  then  performed.  During  Stage  III,  the  patient  stopped 
with  slight  dizziness  and  dyspnea,  and  short  runs  of  ventricular 
tachycardia  were  observed  at  0 recovery.  (Fig  4).  The  maximal 
sinus  rate  was  128.  The  ST  segments  were  upsloping  with  I mm 
depression  0.08  seconds  after  the  J point.  At  five  minutes  post- 


exercise, these  changes  had  resolved.  Therapy  with  quinidine 
sulfate  was  initiated,  and  the  patient  was  discharged  on  that  drug. 
On  11/19/74.  he  suddenly  collapsed  and  required  cardiopulmo- 
nary resuscitation.  After  a brief  hospital  stay  at  the  CMG  and  a 
change  in  his  drug  program  to  procainamide,  he  was  transferred 
to  the  Maine  Medical  Center  for  coronary  arteriography.  Prior  to 
this  procedure,  an  episode  of  ventricular  fibrillation  was  ob- 
served by  telemetry,  and  prompt  electrical  defibrillation  was  per- 
formed. On  one  occasion,  he  had  chest  discomfort  associated 
with  transient  ST  segment  elevation.  Coronary  arteriography 
was  normal  except-  for  a 50%  obstruction  in  the  proximal  mid- 
third  of  the  right  coronary  artery.  The  injection  was  routinely 
performed  following  nitroglycerin.  When  the  catheter  was  placed 
into  the  left  ventricle,  spontaneous  ST  elevation  and  QRS  pro- 
longation were  observed.  These  changes  resolved  after  sublin- 
gual nitroglycerin  and  withdrawal  of  the  catheter  into  the  ascend- 
ing aorta.  The  left  ventriculogram  demonstrated  a short  akinetic 
segment  along  the  inferior  wall  and  a slightly  low  ejection  fraction 
of  62%.  A diagnosis  of  Prinzmetal’s  syndrome  was  made.20  It 
was  thought  that  spasm  at  the  site  of  partial  right  coronary  artery 
obstruction  produced  significant  myocardial  ischemia  and  ven- 
tricular irritability.  Consequently,  the  patient  underwent  an  une- 
ventful right  aortocoronary  artery  bypass  graft  on  12/3/73.  A 
follow-up  catheterization  in  late  February  1974  showed  a fully 
patent  bypass  graft.  Following  surgery,  the  patient  became 
asymptomatic  and  returned  to  work  in  June  1974.  The  paroxys- 
mal ventricular  irritability  has  not  recurred. 

Comment:  This  man  presented  with  a major  syn- 
copal episode  preceded  by  a six-month  history  of 
dizzy  spells.  Initially,  a bradyarrhythmia  was 
thought  to  be  the  cause  of  his  symptoms.  Exercise 
stress  testing  demonstrated  that  ventricular  irrita- 
bility was,  in  fact,  the  major  problem.  A strikingly 
similar  case  was  recently  described.21  The  patient 
was  a 47-year-old  man  with  syncope,  periodic  ST 
segment  evaluation,  and  recurrent  ventricular 
tachyarrhythmia  associated  with  obstruction  of  the 
right  coronary  artery.  Bryson  and  colleagues22  re- 
ported three  patients  with  clinical  ischemic  heart 
disease  who  developed  ventricular  tachycardia  dur- 
ing a standard  exercise  test.  Although  apparently 
adequate  drug  therapy  was  instituted,  subsequent 
exercise  testing  demonstrated  recurrent  ventricular 
tachyarrhythmias  at  modest  work  levels.  In  each 
case,  successful  saphenous  vein  bypass  graft  sur- 
gery was  performed,  and  the  arrhythmias  were  ter- 
minated. Several  other  reports  have  reviewed  the 
usefulness  of  exercise  testing  in  eliciting  significant 
arrhythmias.23'27  Kosowski  et  al  showed  that  tread- 
mill exercise  testing  yielded  a higher  incidence  of 
ventricular  premature  beats  and  more  than  twice 
as  many  major  ventricular  arrhythmias  as  prolonged 
ambulatory  ECG  (Holter)  monitoring.26  In  patients 
with  known  coronary  artery  disease,  the  induction 
of  ventricular  arrhythmias  by  exercise  testing  bears 
a close  relationship  to  the  extent  of  vessel  involve- 
ment and  to  the  occurrence  of  ventricular  contrac- 
tile abnormalities.25  Detecting  major  ventricular 
rhythm  disorders  during  effort  may  serve  to  identify 
patients  who  are  at  a higher  risk  for  sudden  death.24-2 

Discussion 

The  multistage  exercise  stress  testing  has  several 
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Fig.  4.  Case  6.  A 58-year-old  man  with  single  vessel  coronary  artery  disease.  Ventricular  irritability  present  at  0 
recovery. 


broad  clinical  applications  which  have  been  cate- 
gorized5 as  follows: 

Diagnosis:  The  detection  of  exertional  myocardial 
ischemia  may  clarify  the  differential  diagnosis  of  a 
chest  pain  syndrome.4'6  In  some  reports,  the  isch- 
emic ST  segment  response  has  correlated  with  loca- 
tion and  extent  of  coronary  artery  disease.131517-28 
In  our  general  experience,  the  patients  whose  tread- 
mill studies  have  shown  more  than  2 mm  of  ST  seg- 
ment depression,  particularly  at  low  levels  of  exer- 
cise, have  had  high-grade,  proximal  lesions  in  the 
coronary  circulation  and  have  usually  required 
coronary  artery  bypass  surgery.  Cases  1 and  3 are 
representative  of  this  group. 

For  proper  interpretation,  the  clinician  must  be 
aware  of  inherent  limitations  of  graded  exercise  test- 
ing in  the  diagnosis  of  ischemic  heart  disease.  An 
appreciable  number  of  false  positive  and  false  nega- 
tive tests  occur.56 1314  28  One  could  argue  with  the 
use  of  these  terms  because  they  are  based  on  coro- 
nary arteriography  as  a standard  of  comparison. 
While  arteriography  affords  visualization  of  the 
coronary  arterial  circulation,  it  does  not  reveal  the 
balance  between  myocardial  perfusion  requirement 
and  supply.  Exercise  tests,  on  the  other  hand,  may 
demonstrate  insufficient  myocardial  perfusion 
during  stress  but  do  not  provide  anatomic  informa- 
tion. The  two  tests  are  thus  complementary,  effort 
testing  supplying  indirect  physiologic  data,  and 
arteriography  localizing  anatomic  obstructions. 

In  several  reports,13  28'31  the  sensitivity  of  graded 
exercise  testing  based  on  coronary  arteriography 
has  ranged  between  62%  and  82%.  The  occurrence 
of  a patient’s  typical  chest  pain  during  the  test5-30  31 
and  the  discontinuation  of  drug  therapy  prior  to 
testing1'28  appear  to  enhance  sensitivity.  Patients 
with  a false  negative  response  are  likely  to  have  their 
coronary  disease  limited  to  a single  artery,  usually 
the  right  coronary  or  left  circumflex,  and  the  sensi- 
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tivity  of  exercise  testing  is  greater  in  patients  with 
two  or  three  vessel  disease. I3-15,17,28  Bruce  believes 
that  relying  on  ST  segment  changes  alone  for  inter- 
pretation may  be  misleading  and  that  the  exercise 
test  should  be  considered  an  important  extension  of 
the  clinical  examination.32  Pertinent  observations 
can  be  made  during  and  following  the  tests,  and  in- 
formation regarding  motivation,  attitude,  and  the 
relationship  between  subjective  symptoms  and  ob- 
jective signs  can  be  obtained. 

As  shown  in  Case  6,  a treadmill  study  may  be 
extremely  useful  in  the  detection  of  an  effort-related 
rhythm  disorder  (Fig.  4).  This  serves  in  the  evalua- 
tion of  symptoms  such  as  palpitations,  dizziness, 
or  syncope;  and  the  observation  of  an  arrhythmia  or 
conduction  abnormality  during  an  exercise  test  may 
identify  the  cause  of  the  presenting  complaint. 

Positive  exercise  tests  occur  in  approximately  5 
to  15%  of  patients  with  normal  coronary  arterio- 
grams (false  positive).13-28'31  Such  a response  might 
occur  from  relative  coronary  insufficiency  due  to 
ventricular  hypertrophy  or  anemia.  Other  causes  of 
false  positive  exercise  tests  include  digitalis,18  hy- 
pokalemia, rheumatic  heart  disease,  and  cardio- 
myopathy.5 Similarly  hyperventilation,33  vasoregu- 
latory  abnormalities,34  and  sedative  or  cardiovas- 
cular drug  therapy13  28  may  cause  ST  segment 
changes  in  the  absence  of  coronary  artery  disease. 

Prognosis:  Several  studies  have  demonstrated  the 
value  of  submaximal  exercise  testing  in  predicting 
the  future  manifestations  of  ischemic  heart  dis- 
ease.3 Doyle  and  Kinch  showed  a thirty-fold  in- 
crease in  the  risk  of  developing  clinical  coronary 
heart  disease  within  five  years  after  a positive  exer- 
cise response.37  Blackburn  and  his  associated  ob- 
served that  a positive  exercise  test  has  a prognostic 
significance  independent  of  other  risk  factors.39 
More  recent  investigation  suggests  that  maximal 
effort  testing  may  be  even  more  sensitive  as  a 
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screening  tool  for  latent  coronary  artery  disease.40 
The  epidemiologic  implications  for  broad  popula- 
tion studies  are  apparent.  On  a clinical  level,  maxi- 
mal treadmill  responses  could  be  used  to  screen  pa- 
tients in  particularly  dangerous  occupations  or 
those  vulnerable  to  the  development  of  coronary 
heart  disease  because  of  other  prominent  risk  fac- 
tors. 

Functional  Assessment:  The  maximal  exercise 
test  provides  a quantitative  assessment  of  aerobic 
capacity,  an  accepted  standard  of  physical  fitness. 
The  measurement  of  a patient’s  performance  ca- 
pacity by  treadmill  testing  permits  a more  objective 
evaluation  of  cardiovascular  impairment  than  the 
clinical  estimation  of  functional  class.19  We  have 
found  nomographic  measurements  of  FAF  10  (Fig. 
1)  particularly  useful  for  this  purpose.  Exercise 
tests  can  be  used  to  assess  the  functional  capacity 
of  patients  with  all  types  of  heart  disease,  including 
ischemic,4'6  valvular,5  and  congenital.41  Exercise 
studies  also  allow  serial  evaluation  of  patients  with 
heart  disease  and  thus  provide  valuable  data  for 
therapeutic  decisions. 

The  evaluation  of  physical  performance  capacity 
provides  a sound  basis  for  recommendations  on  oc- 
cupational and  recreational  activity,6  even  in  pa- 
tients who  are  recovering  from  a recent  myocardial 
infarction.  The  treadmill  test  is  helpful  in  formulat- 
ing an  exercise  prescription  for  patients  with  or 
without  heart  disease,  and  a vigorous  study  may  in- 
crease individual  motivation  for  entering  and  adher- 
ing to  an  exercise  program.3 

Effects  of  Drugs  and  Specific  Therapeutic  Pro- 
grams: Multistage  exercise  electrocardiography 
provides  a repeatable  and  non-invasive  procedure 
for  evaluating  the  effect  of  a number  of  therapeutic 
interventions.  This  includes  drugs  such  as  proprano- 
lol, nitroglycerin  (Fig.  2),  or  antiarrhythmic  agents; 
rehabilitative  methods  including  physical  training; 
and  aortocoronary  bypass  grafting  (Fig.  3)  and  other 
surgical  procedures. 

Summary 

Six  cases  have  been  reported  illustrating  impor- 
tant clinical  applications  of  exercise  stress  testing. 
A multistage  treadmill  test  for  exercise  electrocardi- 
ography provides  significant  diagnostic  and  prog- 
nostic data  in  the  evaluation  of  patients  with  coro- 
nary artery  disease.  It  permits  quantitative  assess- 
ment of  functional  capacity  in  all  types  of  patients 
with  or  without  cardiovascular  disease.  Finally, 
exercise  studies  are  safe  and  easily  repeatable  for 
evaluating  the  effect  of  various  therapeutic  inter- 
ventions. The  clinician  must  be  aware  of  the  imper- 
fect association  between  exercise  testing  and  coro- 
nary arteriography  and  the  numerous  clinical  con- 


ditions which  may  interfere  with  the  proper  inter- 
pretation of  the  exercise  response. 
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Renal  Failure  in  the  Small  Center: 
The  Long  and  the  Short  of  It 

Francis  X.  Fellers,  M.D.* 


About  2%  of  a general  hospital’s  admissions  will 
represent  diagnoses  of  concern  to  a Nephrologist. 
The  greater  majority  of  these  diagnoses  however 
will  not  require  his  expertise.  When  the  patient  with 
renal  failure  presents  himself,  can  his  care  be  man- 
aged adequately  to  allow  a safe  referral  to  the  larger 
center  for  definitive  care? 

In  the  course  of  a year,  two  (2)  patients  were  ad- 
mitted to  Central  Maine  General  Hospital  with 
severe  renal  failure. 

Case  1.  A 15-year-old  youth  in  late  spring,  ingested  approxi- 
mately 40  ml.  of  Prestone"  antifreeze  following  a family  quarrel. 
A few  minutes  later,  he  told  his  parents,  and  they  rushed  him  to 
the  Emergency  Room.  After  obtaining  a chest  x-ray  which  was 
unremarkable,  he  was  sent  home.  About  8 hours  later  he  had 
difficulty  walking,  and  when  brought  to  the  Emergency  Room, 
was  admitted.  During  the  night,  he  vomited  several  times.  Next 
morning,  he  was  sleepy,  disoriented.  The  laboratory  data  showed 
severe  metabolic  acidosis  with  serum  bicarbonate  2 mEq/E,  pH 
7.11.  and  potassium  7.2  mEq/L.  Oliguria  and  anuria  rapidly  de- 
veloped. He  was  promptly  transferred  to  the  Maine  Medical 
Center.  Following  several  days  of  dialysis,  urinary  output  in- 
creased. Recovery  then  ensued  rapidly  and  he  was  returned  to 
a physician's  care  in  his  community.  Other  than  polyuria  of 
several  months'  duration,  he  has  remained  well  with  negative 
urinary  sediment. 

Case  2.  A 56-year-old  male  truck  driver  was  admitted  to  the 
Central  Maine  General  Hospital  for  evaluation  of  acute  onset  of 
vomiting  and  "not  feeling  well.”  Thirty  (30)  years  prior,  he  had 
been  intensively  evaluated  elsewhere  for  protein  in  the  urine,  but 
no  diagnosis  given.  For  the  past  fifteen  (15)  years,  he  took  a 
medication  for  high  blood  pressure.  His  pressure  was  adequately 
controlled  since  he  was  able  to  pass  the  yearly  Interstate  Com- 
merce Commission  physical  exams  for  truck-drivers’  licensure. 
He  remained  robust  and  healthy,  a small  meat-eater,  but  drank 
considerable  amounts  of  fluids  and  always  had  to  get  up  at  night 
usually  twice  to  urinate.  His  initial  laboratory  work  showed  se- 
vere renal  failure,  creatinine  over  20  mg/100  ml.  phosphorus  over 
12  mg/100  ml.  derived  bicarbonate  9 mEq/L,  uric  acid  over  20 
mg/100  ml.  and  hemoglobin  7 gm/100  ml.  Intensive  fluid  and  elec- 
trolyte therapy  with  2 units  of  packed  red  cells  over  a 3-week 
period  resulted  in  slow  and  progressive  improvement.  The  blood 
data  showed  the  creatinine  down  to  8 mg/100  ml.,  phosphorus  7 
mg/100  ml  and  hemoglobin  stabilized  at  7.5  gm/100  ml.  The  pa- 
tient was  ambulatory  and  able  to  ingest  his  restricted  diet  with 
fluids  of  2 to  3 liters  daily  and  salt  ad  lib.  Arrangements  were 
made  for  referral  for  end-stage  renal  disease  management. 

Both  patients  had  severe  renal  failure  and  sur- 
vived. but  neither  was  recognized  as  renal  failure  at 
the  time  of  presentation  at  the  hospital.  The  ex- 
tremely uncommon  occurrence  of  this  life-threaten- 
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ing  condition  would  explain  this  lack  of  recognition. 
The  rapid  (patient  blood  profile)  on  a routine  basis 
on  sick  patients  would  appear  to  meet  this  problem 
adequately  and  allow  the  recognition  of  the  correct 
diagnosis. 

In  both  patients,  the  diagnosis  of  impending  renal 
failure  should  have  been  recognized.  The  abrupt 
hospitalizations  could  have  been  prevented.  Acute 
renal  failure  in  the  young  adult  can  be  classified  in 
three  (3)  general  categories: 

Acute  Glomerulonephritis  — post-streptococcal, 
necrotizing,  anaphylactoid  purpura,  mem- 
brano-proliferative  and  IGA  types 
Acute  Tubular  Necrosis  — secondary  to  shock/ 
hemorrhage/burn,  toxic  substance,  drugs 
Acute  Obstructive  — stone,  bleeding,  prostatism 
Chronic  renal  failure  can  similarly  be  grouped: 
Chronic  Nephritides  — glomerulonephritis, 
familial,  Lupus,  membrano-proliferative, 
nephrotic 

Chronic  Pyelonephritis 
Chronic  Obstructive  Disease 
Congenital  Anomalies  — polycystic  renal  dis- 
ease, nephronophthisis,  medullary  cystic 
Vascular  Disease  — diabetes 
The  first  patient  presented  within  one  (1)  hour  of 
ingestion  of  ethylene  glycol,  a known  nephrotoxic 
agent.  A prompt  gastric  lavage  or  successfully  in- 
duced emesis  could  have  removed  the  offending 
agent  easily  if  carried  out  as  indicated.  If  the  delay 
time  was  significantly  longer,  the  administration  of 
30  ml.  ethyl  alcohol  orally  or  IV  at  2-hourly  intervals 
would  metabolically  interfere  with  the  continuing 
oxidation  of  the  glycol  by  alcoholic  dehydrogenase 
and  thus  prevent  the  severe  metabolic  acidosis.  The 
concurrent  administration  of  fluids  would  permit 
urinary  excretion  of  the  glycol.  At  an  even  later  de- 
lay time,  the  promotion  of  an  osmotic  diuresis  with 
300  ml.  15%  mannitol  at  2-hourly  intervals  with 
close  observation  of  total  fluids  and  electrolytes 
needs  would  prevent  tubular  necrosis.  By  admis- 
sion, the  24-hour  delay  had  already  allowed  the 
acute  renal  failure  to  develop  completely. 

In  the  second  patient,  the  knowledge  of  protein  in 
the  urine  thirty  (30)  years  previously,  followed  by 
hypertension  for  the  past  fifteen  (15)  years,  should 
require  a continuous  monitor  of  renal  function  with 
serum  creatinines.  Serum  levels  over  6 mg/100  ml 
indicate  the  need  for  referral  to  an  end-stage  renal 
disease  center  for  definitive  care  in  near  future.  In 
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The  Unusual  Presentation  of  “Juvenile” 
Rheumatoid  Arthritis  in  an  Adult 

George  E.  Davis,  M.D.*  and  Behzad  fakhery,  M.D.** 


The  workup  of  fever  of  unknown  origin  (FUO) 
can  be  one  of  the  more  challenging  experiences  in 
the  realm  of  internal  medicine.  Various  infections, 
vasculidities,  tumors,  and  even  inflammatory  bowel 
disease  can  all  present  with  the  one  sign  of  persis- 
tent or  spiking  fever.  One  of  the  more  unusual 
causes  of  FUO  is  represented  by  the  adult  presenta- 
tion of  Still’s  disease,  which  when  it  presents  in 
childhood,  is  marked  by  fever,  joint  symptoms, 
lymphadenopathy,  and  splenomegaly  as  opposed  to 
primary  joint  involvement  seen  in  classical  rheuma- 
toid arthritis.  The  following  case  is  presented  as  an 
example  of  this  unusual  syndrome. 

Case  Presentation 

The  patient  is  a 30-year-old  Gravida  3,  Para  2,  Abl  Caucasian 
woman  who  presented  in  September  1972  with  the  chief  com- 
plaint of  flank  “soreness”  and  daily  temperature  spikes.  The 
patient  was  perfectly  well  until  April  1972  when  she  noted  a 
low-grade  fever,  especially  in  the  evenings,  one  or  two  days  out 
of  each  week.  She  did  notice  a confluent  erythematous  and 
macular  rash  on  the  medial  aspect  of  her  thighs  and  upper  arms 
which  would  appear  during  her  fevers  and  usually  subside,  al- 
though not  completely  so,  after  the  temperature  subsided.  At  one 
point,  her  temperature  spiked  as  high  as  104  degrees.  InMay  1972 
she  began  having  bilateral  flank  pain  varying  in  intensity  from 
side  to  side  and  was  told  that  she  might  have  a “kidney  infec- 
tion.” After  one  course  of  antibiotics  which  had  no  effect,  the 
patient  was  admitted  for  evaluation.  At  that  time  in  July  1972,  her 
temperature  was  102  degrees  and  there  was  tenderness  in  the  left 
flank  without  a palpable  mass.  Urinalysis  revealed  15-20  WBC’s 
and  5-10  RBC’s  with  1 + albumin.  Hematocrit  was  32%.  An  1VP 
revealed  normal  kidneys  but  there  was  a suggestion  of  splenic 
enlargement  although  no  spleen  was  felt  clinically.  A Coomb's 
test  was  negative  and  a reticulocyte  count  was  normal. 
Urinalysis  did  reveal  Streptococcus  faecalis  and  the  patient  was 
treated  with  Loridine®  and  discharged  on  Microdantin.  Upon 
discharge,  the  symptoms  recurred  and  she  was  readmitted  to  the 
hospital  in  August  1972.  This  time  the  pain  was  in  the  right  flank 
and  the  temperature  was  102  degrees.  Urinalysis  was  normal  and 
no  definite  diagnosis  could  be  made.  An  antibiotic  was  discon- 
tinued when  no  definite  organism  was  found.  Upon  further  ques- 
tioning, it  was  discovered  that  the  patient  admitted  to  having  a 
faint  macular,  erythematous  non-pruritic  rash  on  the  medial  as- 
pect of  both  arms  and  thighs  for  over  a year  which  had  been 
asymptomatic  and  essentially  ignored. 

Past  medical  history  includes  a cholecystectomy  at  the  age  of 
20  for  stones  and  several  gynecological  procedures  seven  years 
before  which  culminated  in  a hysterectomy  and  ovariectomy. 
The  only  medication  that  she  had  been  taking  was  intermittent 
aspirin  and  Premarin®  1.25mg.  cyclically.  The  patient  had  been 
exposed  to  no  farm  animals  and  had  not  been  traveling  out  of  the 
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country.  Family  history  was  remarkable  in  that  her  mother  had 
classical  rheumatoid  arthritis  for  many  years  and  a sister  de- 
veloped rheumatism  at  the  age  of  35. 

Physical  examination  in  September  1972  as  an  outpatient  re- 
vealed no  lymphadenopathy  or  splenomegaly . There  was  a macu- 
lar erythematous  rash  on  the  medial  aspects  of  both  arms  and 
thighs  radiating  around  to  the  buttocks.  There  was  no  facial 
eruption  of  any  kind.  There  was  bilateral  flank  tenderness  to 
percussion,  left  greater  than  right.  The  patient  was  readmitted  to 
the  hospital  for  the  third  time.  There  laboratory  tests  revealed  a 
hematocrit  of  32%  with  a slight  leukopenia  of  5,700  with  normal 
differential.  Platelets  were  400,000  per  cubic  millimeter. 
Sedimentation  rate  prior  to  admission  was  130  mm/hr.  Skin  test 
forTB,  histoplasmosis,  and  coccidioidomycosis  were  negative 
with  PPD  carried  out  to  second  strength.  Febrile  agglutinins  were 
negative.  SMA/12  was  normal.  ANA  and  rheumatoid  factors 
were  negative,  both  as  outpatient  and  inpatient.  Stools  were 
negative  for  ova  and  parasites.  In  the  hospital,  the  patient  was 
found  to  have  a documented  fever,  usually  spiking  between  6 and 
8 p.m.  daily,  averaging  103  to  105  degrees.  There  were  no  as- 
sociated chills.  Blood  and  urine  cultures  revealed  no  growth.  LP 
revealed  a slight  pleocytosis  with  4 polys  and  2 lymphs  but  no 
growth.  Spinal  fluid  glucose  and  protein  were  normal.  The  entire 
bowel  series,  including  the  small  bowel  follow  through,  was 
normal.  Chest  film  revealed  no  hilar  adenopathy  and  was  normal. 
Biopsies  of  the  quadriceps  muscle  and  skin  were  normal.  Biopsy 
of  the  area  of  rash  revealed  only  minimal  nonspecific  infiltration 
of  inflammatory  cells,  mostly  polymorphs.  Percutaneous  liver 
biopsy  (Klatskin)  revealed  only  minimal  pericholangitis  and  no 
granulomatous  lesions  were  seen.  A bone  marrow  revealed  about 
20%  mature  eosinophils  but  no  other  abnormalities. 

The  patient  was  begun  emperically  on  Prednisone  and  dis- 
charged on  50mg.  per  day.  On  this  dose,  her  temperature  disap- 
peared but  she  persisted  in  having  moderate  flank  pain.  Sedimen- 
tation rate  fell  to  8mm/hr.  Her  hematocrit  increased  to  42%.  In 
spite  of  this  initial  improvement,  the  patient  was  readmitted  to 
the  hospital  in  October  1972  because  of  persistent  flank  pain.  At 
this  time,  a laparotomy  was  performed.  A spleen  3 times  normal 
size  was  found  which  pathologically  revealed  only  diffuse  hyper- 
plasia. No  lymphadenopathy  was  found  in  the  retroperitoneum. 
An  operative  liver  biopsy  was  done  which  was  normal.  Needle 
biopsy  of  the  kidney  was  carried  out  which  appeared  normal 
although  no glomeruli  were  obtained.  Lymph  nodes  taken  at  the 
time  of  surgery  revealed  only  reactive  hyperplasia.  There  was  no 
evidence  of  malignancy.  The  month  after  splenectomy  she  was 
free  of  flank  pain  and  Prednisone  was  decreased  to  2.5mg.  per 
day.  On  that  dose,  she  developed  what  appeared  to  be  erythema 
nodosum  on  the  anterior  tibia  bilaterally.  This  disappeared  on  a 
transient  increase  in  Prednisone  and  has  not  returned.  The  pa- 
tient did  not  have  sun  sensitivity  when  she  was  carefully  ob- 
served during  the  summer  months.  The  patient  enjoyed  a nine 
month  remission  from  symptoms  until  July  of  1973  when  she 
developed  pain  in  the  right  knee  and  left  hip  associated  with  a 
fever  of  102  degrees.  It  was  at  that  time  that  a diagnosis  of  an 
adult  form  of  juvenile  rheumatoid  arthritis  was  considered  and 
the  patient  was  started  on  high-dose  aspirin  ( I200mg.  q4h).  This 
immediately  relieved  her  symptoms.  She  was  able  to  taper  the 
Prednisone  to  1 tablet  every  other  day  initially,  and  is  now 
entirely  off  steroids.  The  patient  did  have  an  episode  of  what 
appeared  to  be  the  ulnar-tunnel  syndrome  in  February  of  1974 
and  has  a minimal  persistent  rash  which  is  asymptomatic. 
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Faint  macular  rash  on  upper  inner 


Fig.  I. 
arm. 


Fig.  2.  Inner  left  thigh  at  the  knee  showing 
macular  rash. 
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Comment 

Many  authors  have  grappled  with  the  varying 
presentations  of  the  rheumatic  disorders  and  the 
vasculidities.  Frequent  overlap  of  conditions  like  lu- 
pus, dermatomyositis,  and  rheumatoid  arthritis 
sometimes  make  a definite  diagnosis  difficult  to 
make  at  least  at  one  point  in  time.  This  patient  pre- 
sented with  a prodrome  of  non-pruritic  macular 
eruption  nearly  a year  prior  to  the  development  of 
fever.  In  addition,  the  rash  was  in  a peculiar  distri- 
bution not  related  to  sun  exposure,  namely  the 
medial  aspects  of  arms  and  thighs.  There  was  a short 
course  of  what  appeared  to  be  a vasculitis  mani- 
fested by  erythema  nodosum  on  the  tibiae  which  was 
very  brief  in  duration.  The  main  body  of  the  eruption 
was  macular  with  nonspecific  histopathology  and 
has  been  notably  chronic  although  it  has  exacer- 
bated at  times  of  high  fever. 

The  diagnosis  of  an  adult  form  of  Still’s  disease  is 
based  on  the  fever,  splenomegaly  (proven  at  lapa- 
rotomy), rash,  and  finally  large  joint  pain  especially 
in  the  hips  without  associated  muscle  weakness. 
One  must  seriously  consider  lupus,  however  anti- 
nuclear antibody  titres  have  been  repeatedly  nega- 
tive and  the  rash  was  not  present  in  light-exposed 
areas.  A strong  family  history  of  classical  rheuma- 
toid arthritis  tends  to  support  the  diagnosis  of 
rheumatism  although  atypical  in  this  patient. 

Discussion 

Although  much  has  been  written  about  juvenile 
rheumatoid  arthritis  in  the  pediatric  age  group,  very 
little  has  been  mentioned  about  the  adult  presenta- 
tion of  Still’s  disease.  Isdale  and  Bywaters  in  1955 
found  that  only  seven  adults  out  of  over  five  hundred 
that  they  studied  with  rheumatoid  arthritis  had  the 
syndrome  of  intermittent  fever,  splenomegaly, 
lymphadenopathy,  and  particularly  the  high  sedi- 
mentation rate.  Ninety-seven  percent  of  the  cases 
showed  a rash  on  the  limbs.  A small  percentage  of 
patients  showed  a rash  on  other  parts  of  the  body.1 
It  was  emphasized  that  the  rash  was  transient,  rare- 
ly fixed  in  location,  and  more  prominent  with  high 
body  temperature.  It  was  emphasized  that  the  rash 
may  precede  other  manifestations  of  RA  by  a period 
ranging  from  six  months  to  three  years. 

In  a more  recent  review,  Bujak,  et  al  studied  two 
hundred  patients  with  FUO  and  within  that  group 


found  ten  adults  who  presented  a symptom  complex 
which  if  they  were  children  would  have  been  diag- 
nosed as  Still’s  disease.2  Interestingly,  all  their  pa- 
tients were  males  with  the  average  age  of  24  years 
whereas  in  Isdale’s  study  the  majority  of  the  adults 
were  women.  Bywaters  in  1971  reported  14  similar 
cases  which  were  all  women.3  In  Bujak’s  study,  all 
ten  patients  had  significant  myalgias  especially  of 
the  lumbar,  cervical,  and  thigh  musculature  and 
polyarthralgias  involving  the  large  joints  as  was 
seen  in  the  patient  described  here.  In  only  one  of 
their  patients  did  arthritis  lead  to  deformity  and 
limitation  of  range  of  motion.  Temporal  mandibular 
joint  involvement  was  not  seen  in  the  patients  stud- 
ied by  Bujak.  Laboratory  data  is  generally  non- 
specific with  negative  rheumatoid  factors,  negative 
anti-nuclear  antibody  titres,  and  occasionally  eleva- 
tion of  white  blood  count.  Sedimentation  rate  how- 
ever is  almost  always  elevated.  In  Bujak’s  study, 
two  patients  had  increased  numbers  of  eosino- 
philes  in  the  bone  marrow  without  peripheral  eosin- 
ophilia  as  was  seen  in  the  case  presented  here.  The 
patients  described  in  the  literature  all  responded  to 
the  institution  of  anti-inflammatory  therapy,  i.e., 
salicylates,  and  the  judicious  use  of  steroids.  Of 
Bujak’s  group,  only  one  patient  developed  deform- 
ing arthritis  and  five  of  ten  patients  are  on  no  medi- 
cations at  all  suggesting  a favorable  prognosis. 

To  date,  twenty-five  similar  cases  have  been  re- 
ported in  the  literature.  This  patient  is  offered  as  the 
twenty-sixth  such  case.  It  has  been  emphasized  by 
previous  authors  that  the  diagnosis  of  "juvenile” 
rheumatoid  arthritis  in  the  adult  is  one  of  exclusion 
but  that  evidence  of  the  rash  may  preclude  the  nec- 
essity of  laparotomy  in  some  patients.  It  is  encour- 
aging that  as  a cause  of  FUO  this  condition  is  at 
least  treatable  and  has  a reasonably  favorable  prog- 
nosis. 
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Scalp  Avulsion 

Ross  Green,  M.D.,  F.A.C.S. 


Full  thickness  loss  of  the  scalp  is  a serious  injury. 
Accidents  of  this  nature  were  prevalent  during  the 
industrial  revolution  when  there  was  a lack  of 
safety  devices  to  protect  workers  from  the  belts  and 
gears  of  the  machines.  This  is  especially  true  if  the 
periosteum  is  destroyed  as  in  a burn.  The  following 
case  is  reported  as  an  illustration  of  the  management 
of  extensive  scalp  avulsion  with  the  periosteum  in- 
tact. 


Case  Report 

C.  S..  age  27.  was  involved  in  an  accident  while  at  work  when 
her  hair  was  caught  in  a machine  and  removed  a large  portion  of 
her  scalp.  She  was  brought  to  the  Emergency  Floor  and  examina- 
tion disclosed  this  was  her  only  injury.  A neurosurgeon,  ex- 
amined this  patient,  felt  there  was  no  intracranial  damage,  and 
suggested  that  a split  thickness  graft  would  cover  the  denuded 
area.  She  was  taken  to  the  Operating  Room  and  a split  thickness 
dermatome  graft  was  removed  from  the  leg  and  placed  over  the 
defect  and  held  in  place  with  interrupted  silk  sutures.  Five  days 
later  the  dressing  was  removed  and  the  graft  appeared  viable.  No 
further  dressing  was  applied.  The  graft  was  exposed.  At  dis- 


Fig. 1 . Photograph  of  injury  at  time  of  admission  to  the  hospital. 


charge,  it  appeared  to  he  taking  well  and  there  were  no  problems. 
Several  weeks  later  her  only  complaint  was  a tightness  around 
the  edge  of  the  graft  and  this  was  controlled  with  Darvon.®The 
defect  was  covered  by  the  use  of  a wig  and  in  time  it  was  felt  that 
she  would  be  able  to  cover  this  with  hair  growing  out  around  the 
edges  of  the  remaining  scalp. 


Discussion 

Kazanjian  and  Webster'  in  1 946  concluded  that  a 
full  thickness  graft  is  less  likely  to  survive  than  a 
split  thickness  graft  on  the  scalp,  and  when  success- 
ful. there  has  been  no  hair  growth.  It  is  the  consen- 
sus that  a split  thickness  graft  is  the  method  of 
choice  in  handling  this  problem.  When  the  perios- 
teum is  destroyed  it  must  be  covered,  either  by  local 
flap,  if  possible,  or  if  not  it  has  to  be  covered  by  a 
jump  flap  as  soon  as  possible.  If  the  bone  is  not 
covered  it  will  undergo  necrosis  and  be  extruded. 
One  method  is  to  drill  holes  in  the  outer  table  and  to 
allow  granulation  to  grow  up  from  the  diploe  which 
will  accept  the  split  thickness  graft.  Another2 


Fig.  2.  Several  weeks  later.  Coverage  is  complete. 
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method  is  an  auto  transplant  of  the  omentum  with 
microsurgical  revascularization.  This  provides  the 
necessary  immediate  covering  and  then  this  in  turn 
is  covered  with  a split  thickness  graft. 

Conclusion 

This  case  is  presented  to  illustrate  a satisfactory 
method  for  handling  large  losses  of  scalp  tissue.  A 
split  thickness  graft  when  the  periosteum  is  intact 
seems  to  be  the  method  of  choice.  If  the  periosteum 
is  destroyed,  as  in  burns  and  radiation  necrosis, 
stage  procedures  to  cover  the  defect  should  be  con- 


sidered. Omental  transplant  with  microsurgical  re- 
vascularization is  a possibility  to  be  followed  by  a 
split  thickness  graft.  To  await  a granulating  bed 
takes  time  and  this  is  not  without  complications. 
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addition,  the  increasing  thirst  and  urinary  frequency 
clearly  indicate  marked  renal  function  impairment 
such  that  the  ingested  solute  load  required  large 
volumes  for  urinary  excretion  of  the  salts  and  meta- 
bolic by-products. 

The  long  and  the  short  of  it  — these  patients  had 


to  undergo  the  long  course  of  delayed  diagnosis  with 
weeks  of  critical  hospitalization;  whereas,  with  a 
greater  index  of  suspicion  and  sharpened  diagnostic 
criteria,  the  short  course  could  easily  have  been 
pursued. 
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Allied  Health  Professionals  — 

A Valuable  Adjunct 

American  medicine  is  in  crisis.  The  quality  of  medical  services  in  most  areas  is  high;  the 
quantity  is  not.  For  most  people  medicine  is  catastrophe  or,  at  best,  symptom  oriented.  The  private 
practitioner  is  overburdened,  and  for  many  people  the  Emergency  Ward  is  the  sole  medical  facility 
available.  An  ideal  patient-doctor  ratio  has  been  postulated  at  1 : 1000.  There  is  no  way  that  this  can 
be  approached  in  the  foreseeable  future.  There  are  at  present  106  medical  schools  with 
approximately  47,000  total  students  enrolled  and  1 1,000  graduating  students  each  year.1  At  the 
present  rate  of  attrition  (death,  retirement,  etc.)  it  would  take  at  least  10  years  to  approach  this  ratio 
given  a stable  population.  Our  government  is  committed  to  a national  health  scheme  in  the  near 
future.  In  an  excellent  review  of  the  impact  of  such  a scheme,  Newhouse  and  his  colleagues2  point 
out  that  for  ambulatory  services  the  demand  would  increase  by  a factor  of  30  to  75  percent, 
depending  on  the  plan  chosen.  This  increase  would  cripple  our  present  ambulatory  health  care 
system.  Hospital  demand  is  estimated  to  rise  by  only  10  to  15  percent.  This  can  be  accommodated 
with  present  facilities  in  most  places.  It  is  stressed  in  the  article  that  these  are  conservative 
estimates. 

The  more  widespread  use  of  allied  health  professionals  in  the  delivery  of  ambulatory  care 
offers  a potentially  highly  effective  economic  way  of  dealing  with  this  problem.'*  Most  primary  care 
physicians  recognize  that  a sizeable  percentage  of  patients  seen  daily  do  not  require  the  sophisti- 
cated skills  of  a doctor.  Many  can  be  handled  by  a skillful,  sympathetic,  medically  oriented  person. 
Most  of  us  already  utilize  our  office  personnel  to  some  degree  in  this  respect.  A wider  application 
involves  the  use  of  nurse  practitioners,  physician  extenders,  medics,  etc.  These  are  specially 
trained  nurses  and  other  health  professionals  taught  to  deal  with  clearly  defined  ambulatory 
problems  utilizing  protocols  or  algorithms.  They  have  been  effectively  used  in  a variety  of  settings 
from  the  hospital  emergency  ward  to  the  private  practitioner’s  office.4 10  These  professionals  allow 
access  to  the  health  care  system  for  a larger  number  of  people.  This  is  not  an  innovative  idea.  It  has 
been  used  in  many  countries  for  years,  e.g.,  Feldshers  in  Russia,  “barefoot  doctors”  in  China, 
Dressers  in  Ethiopia  and  the  Nursing  Sisters  in  Central  Europe.  It  is  a concept  that  is  receiving 
greater  acceptance  in  America  despite  physicians’  reluctance  because  of  social  and  economic 
factors.11  Certainly  the  majority  of  patients  readily  accept  this  as  shown  both  by  published 
studies4  '1'  and  by  my  personal  experience  with  two  nurse  practitioners. 

Crisis  is  derived  from  the  Greek  word  “krisis”  meaning  decision.  We  now  face  a crisis  in  the 
delivery  of  care  and  a decision  of  how  we  are  to  fulfill  our  commitment. 
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EDITORIAL 


An  Open  Letter  to  Internists 

Complacency  is  a comfortable  state  of  mind.  Perhaps  one  of  the  more  useful  devices  to  shatter  that  state 
is  attendance  at  various  academic  meetings  of  one’s  profession.  Certainly  this  is  a healthy  thing  to  do. 
Recently  I attended  a meeting  of  the  Maine  Society  of  Internal  Medicine  and  heard  one  of  the  speakers  talk  in 
glowing  terms  about  the  addition  of  physicians’  assistants  and  MED  EX  personnel  to  an  internist’s  practice. 
Clearly  no  one  doubts  that  much  of  what  physicians  have  done  in  the  past  by  themselves  has  been  intrinsically 
inefficient.  Ancillary  personnel  have  proven  their  value  in  the  collection  of  review  of  systems  data,  in 
psychological  testing,  and  in  the  recording  of  blood  pressures  and  weights,  and  in  the  routine  administration 
of  instructions  and  precautions.  The  physician’s  time  could  then  be  more  directed  to  the  somewhat  more 
challenging  task  of  integrating  the  data  with  the  broader  aspects  of  the  patient’s  lifestyle.  However,  at  this 
medical  meeting,  the  speaker  cited  several  references  which  made  it  plain  that  physicians'  assistants  were 
spending  more  time  with  the  patient  than  the  physician,  especially  with  regard  to  history  taking.  The 
physician  would  spend  a few  minutes  with  the  patient  to  check  some  nebulous  portion  of  the  history  and  then 
move  on.  This  way  physicians  could  see  twice  as  many  patients  in  a day.  Apparently  the  patients  were  quite 
pleased  with  this  approach  and  were  easily  trained  to  accept  paramedical  personnel  in  this  function.  It  was 
stated  that  one  P.A.  was  dictating  discharge  summaries  in  the  hospital  and  had  applied  for  limited  hospital 
privileges. 

A word  of  caution  here!  Education  by  example  has  apparently  conditioned  most  patients  to  expect  good 
medicine  to  be  five  minutes  with  the  physician  and  an  hour  or  more  of  exotic  testing.  Physicians’  fee 
schedules  are  proportional;  namely,  that  several  physicians  make  a good  deal  of  profit  on  laboratory  work 
and  other  ancillary  procedures,  but  price  their  interview  with  the  patient  far  down  the  list  in  value. 
Third-party  payers  have  fostered  this  practice  by  paying  readily  for  procedures,  but  often  denying  payment 
for  an  adequate  interview.  As  witnessed  by  the  new  resurgence  of  humanism  in  medical  school  graduates,  the 
human  element  in  medicine  is  of  utmost  importance  and  this  fact  should  not  be  forgotten.  Those  individuals 
who  spend  the  most  time  with  the  patient  are  those  people  to  whom  the  patient  will  relate  in  every  way.  If  we 
allow  non-physicians  to  spend  thirty  minutes  or  more  with  the  patients,  and  we  ourselves  only  five,  then  we 
will  truly  jeopardize  our  ability  not  only  to  know  our  patients  but  to  gather  enough  intangible  and  connotative 
data  to  make  an  accurate  diagnosis.  This  is  particularly  true  in  internal  medicine  which  is  diagnostically 
oriented.  It  is  hard  for  one  to  believe  that  the  physician  can  derive  all  the  necessary  data  from  a sterile 
checksheet  which  does  not  contain  the  innuendos  and  emotional  connotations  of  a face-to-face  contact 
between  two  human  beings.  Self-administered  checksheets  are  often  ambiguous,  especially  with  regard  to 
review  of  systems,  and  may  only  be  of  significant  help  in  diagnosis  when  all  the  positive  findings  are  checked 
off,  usually  indicating  a neurotic  patient.  While  an  assistant  may  include  only  the  meaningful  data  in  such  a 
review  of  systems,  he  cannot  transmit  a clear  and  memorable  picture  of  the  whole  patient  on  a checksheet. 
This  can  only  be  gleaned  in  person. 

No  one  doubts  that  some  physicians’  assistants  may  well  have  even  more  sensitivity  than  some 
physicians  and  thereby  satisfy  the  patient’s  emotional  needs.  Certainly  the  patient  will  have  high  regard  for  a 
sincerely  empathetic  and  interested  person  no  matter  what  his  title.  A few  patients  may  even  find  it  easier  to 
speak  to  a non-physician  with  regard  to  family  problems.  In  fact,  it  is  often  easier  for  a physician  to  allow  a 
third-party  to  deal  with  often  sensitive  and  emotional  personal  issues  and  reserve  himself  for  integrative 
functions.  This  is  a dangerous  trend.  It  will  soon  be  possible  to  have  a computer  to  accurately  remember  and 
more  efficiently  correlate  reams  of  data  in  diagnostic  medicine.  The  computer  can  never  become  a physician 
and  the  physician  should  never  become  a computer. 

What  distinguishes  the  professional  from  the  technician,  it  seems,  is  the  power  of  observation.  The 
quality  of  an  initial  observation  often  determines  the  speed  and  accuracy  of  diagnosis.  Whether  by  serendip- 
ity or  forethought,  previous  contributions  made  to  medicine  have  often  been  by  those  individuals  gifted  with 
the  power  of  accurate  observation.  Will  the  physician’s  assistant  in  three  or  four  sessions  with  the  patient  be 
able  to  gather  as  many  truly  meaningful  data  and  subtle  physical  findings  as  a physician  can  in  one  session?  1 
feel  that  this  question  has  yet  to  be  answered.  I as  an  internist  cannot  endorse  the  concept  that  a physician's 
assistant  should  take  more  than  the  routine  screening  history.  The  diagnostic  workup  should  mandate  that  a 
comprehensive  history  and  personal  interview  be  the  domain  of  the  physician.  In  this  day  and  age,  we  are 
now  being  held  accountable  for  time  and  charges  to  the  patient.  1 am  a firm  believer  that  an  accurate  diagnosis 
saves  lives  and  money.  The  initial  investment  in  time  to  make  a correct  diagnosis  reaps  its  rewards  by  saving 
subsequent  office  calls  and  laboratory  tests.  At  least  in  internal  medicine,  the  person  who  should  spend  the 
most  time  with  the  patient  should  be  the  physician. 

George  E.  Davis,  M.D. 

1 1 1 Webster  Street 

Lewiston,  Maine  04240 
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Summary  of  1974  Fall  Meeting  of  the  M.M.A.  House  of  Delegates 

December  14,  1974  at  Bangor,  Maine 


The  Fall  Meeting  of  the  M.M.A.  House  of  Dele- 
gates was  held  at  the  Eastern  Maine  Medical  Center 
in  Bangor  on  Saturday,  December  14,  1974,  with  an 
attendance  of  44  delegates  and  alternates  and  seven 
guests.  John  B.  Madigan,  M.D.,  President  of  the 
M.M.A.,  called  the  meeting  to  order,  and  George 
W.  Bostwick,  M.D.,  Speaker  of  the  House,  pre- 
sided. 

1.  The  Speaker,  Dr.  Bostwick,  announced  that 
he  has  drawn  up  some  Rules  of  Order  for  the  House 
of  Delegates,  which  will  be  reviewed  by  the  Execu- 
tive Committee  at  its  next  meeting  on  February  I . 

2.  Medical  School  for  Maine  — Dr.  Robert  W. 
Coon  was  present  to  discuss  the  current  status  of  the 
school  and  to  ask  for  re-affirmation  of  support.  He 
stated  that  the  main  question  on  everyone's  mind 
was  funding  of  the  school,  but  reminds  the  physi- 
cians that  this  is  the  responsibility  of  the  legislature 
to  decide.  Dr.  Coon  answered  many  questions  from 
the  floor  and  emphasized  that  a vote  in  favor  would 
be  most  helpful  as  this  w ill  be  coming  before  the  leg- 
islature soon.  Concern  was  voiced  from  some  dele- 
gates that  their  county  societies  has  not  given  them 
instructions  as  how  to  vote.  On  this  matter.  Dr. 
Bostwick  reminded  them  that  in  this  case,  one 
should  vote  as  his  conscience  directs.  A motion  was 
made  to  postpone  a vote  until  the  April  meeting  of 
the  House,  and  lost.  A motion  was  then  made  that 
the  House  of  Delegates  favor  the  present  plan  for  a 
new  medical  school  in  Maine  as  outlined  by  Dr. 
Coon,  and  this  was  approved. 

3.  Blue  Cross  and  Blue  Shield  80 % UCR  Health 
Insurance  — Present  from  BCBS  to  discuss  this 
program  were  Mr.  Richard  F.  Nellson,  President, 
and  Mr.  Jerry  Merrill  who  is  in  charge  of  claims. 
Mr.  Nellson  explained  that  this  program  came  out 
of  National  Blue  Shield,  and  that  Maine  was  obli- 
gated to  develop  such  a program.  This  was  ap- 
proved by  the  M.M.A.  Committee  on  Health  Care 
Financing,  which  approves  or  disapproves  all  new 
BS  programs.  It  was  then  approved  by  the  Maine 
Blue  Shield  Board  (8  members  of  this  Board  are  phy- 
sicians). The  State  Insurance  Commissioner  acted 
on  this  program  early  in  1974  and  it  went  on  the 
market  1 1/1/74.  So  far,  122  contracts  have  been  sold. 
Mr.  Nellson  and  Mr.  Merrill  answered  questions 


on  how  this  will  affect  the  physicians  in  the  State. 
Dr.  Wood  made  a motion  that  we  express  approval 
to  BCBS  and  accept  their  report  for  information 
only,  and  this  was  approved. 

4.  Dr.  Maurice  Ross,  Chairman  of  the  M.M.A. 
Committee  on  Maternal  and  Child  Welfare,  was 
present  to  express  his  concern  that  in  some  areas, 
under  Maine’s  Early  Periodic  Screening,  Diagnosis 
and  Treatment  Program  (EPSDT),  exams  are  being 
done  by  non-M.D.'s,  and  exorbitant  fees  are  being 
charged.  The  following  resolution  was  presented  by 
Dr.  Ross,  and  approved,  with  instructions  that  a 
copy  be  sent  to  Mr.  John  Fickett  of  the  State  Bureau 
of  Medical  Care: 

WHEREAS,  the  Maine  Medical  Association 
House  of  Delegates,  at  its  June  1974  meeting,  adopt- 
ed a resolution  in  favor  of greatercontinuity  of  medi- 
cal care  for  children,  warning  against  the  present 
fragmentation  of  such  care  in  publicly  supported 
child  care  programs,  and  urging  the  Maine  Depart- 
ment of  Health  and  Welfare  to  place  all  examination 
and  screening  projects  in  such  programs  under  the 
direct  supervision  of  the  physician  or  medically 
supervised  clinic  responsible  for  the  ongoing  medi- 
cal care  of  each  child;  and 

WHEREAS,  a greater  involvement  of  the  private 
physician  in  the  ever-expanding  community  health 
services  field  is  the  only  guarantee  for  competent 
professional  standards  therein;  and 

WHEREAS,  the  State  of  Maine  has  failed  to 
respond  to  and  act  in  accordance  with  this  resolu- 
tion; 

NOW  THEREFORE  BE  IT  RESOLVED,  that 
while  the  Maine  Medical  Association  endorses 
the  goals  and  objectives  of  the  program,  it  can  no 
longer  support  the  Early  and  Periodic  Screening, 
Diagnosis,  and  Treatment  Program  as  administered 
at  present  by  the  State  of  Maine;  and, 

BE  IT  THEREFORE  FURTHER  RE- 
SOLVED, that  the  Maine  Medical  Association  en- 
dorses a plan  of  operations,  to  be  sponsored  by  the 
Maine  Medical  Association  and  the  Maine  Chapter 
of  the  American  Academy  of  Pediatrics  and  to  be 
administered  by  Expanded  Child  Health  Services, 
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Inc.,  a non-profit  corporation,  which  will: 

a.  provide  for  a central,  responsible  and  continu- 
ous role  of  private  physicians  in  publicly-sup- 
ported  child  care  services, 

b.  eliminate  the  present  fragmentation  of  pre- 
ventive child  screening  and  care, 

c.  provide  for  high  professional  standards  gov- 
erning the  use  of  para-professional  personnel 
(such  as  those  recommended  by  the  American 
Medical  Association  and  the  American  Acad- 
emy of  Pediatrics),  and  detailed  evaluation  of 
such  services, 

d.  assure  lower  cost,  less  administrative  expense 
and  less  paper  work  for  the  physician, 

e.  result  in  higher  productivity  of  the  medical 
profession  by  enabling  a much  larger  number 
of  children  to  be  served  in  a higher  quality 
program. 

5.  Report  of  Delegate  to  AMA  — Dr.  Robert  E. 
McAfee  reported  on  the  recent  meeting  and  stressed 
that  the  AMA  is  in  dire  financial  difficulty.  A $60 
mandatory  assessment  of  AMA  members  for  1975 
has  been  approved.  The  House  of  Delegates  spent 
a good  part  of  the  convention  discussing  this  predic- 
ament. The  second  most  important  item  of  discus- 
sion was  malpractice  insurance.  No  answers  to  the 
problem  developed,  but  it  has  been  given  #1  prior- 
ity. Among  other  items  discussed  and  reported  by 
Dr.  McAfee  were  AMPAC,  acupuncture  and 
weight  reducing  clinics. 

6.  Items  presented  by  the  county  medical  societies 
— The  following  resolutions  were  presented  by  Dr. 
John  Davy  of  Cumberland  County: 

Cumberland  County  Medical  Society  #1 

WHEREAS  the  physician  members  of  the  Cum- 
berland County  Medical  Society  represent  some 
three-hundred  of  the  members  of  the  Maine  Medical 
Association,  or  approximately  30%  of  the  member- 
ship, and 

WHEREAS  proportionate  representation  is  an 
important  philosophy  and  principle  for  organiza- 
tions to  adhere  to, 

BE  IT  RESOLVED  that  the  Maine  Medical  As- 
sociation shall  structure  the  Committee  on  Health 
Care  Financing  of  the  Council  on  Medical  Services, 
according  to  the  principle  of  proportionate  repre- 
sentation of  membership. 

Dr.  Wood  made  a motion  that  this  be  referred  to  the 
Executive  Committee  for  appraisal  and  report  back 
to  the  House  of  Delegates  in  April,  and  this  was 
approved. 

Continued  on  Pane  87 


IMPORTANT  INFORMATION:  This  is  a Sched- 
ule V substance  by  Federal  law;  diphenoxylate 
HCI  is  chemically  related  to  meperidine  In 
case  ot  overdosage  or  individual  hypersensitiv- 
ity. reactions  similar  to  those  alter  meperidine 
or  morphine  overdosage  may  occur;  treatment 
is  similar  to  that  lor  meperidine  or  morphine 
intoxication  (prolonged  and  careful  monitor- 
ing). Respiratory  depression  may  recur  in  spite 
ot  an  initial  response  to  Nalline ® (nalorphine 
HCI)  or  may  be  evidenced  as  late  as  30  hours 
alter  ingestion  LOMOTIL  IS  NOT  AN  INNOC- 
UOUS DRUG  AND  DOSAGE  RECOMMENDA- 
TIONS SHOULD  BE  STRICTLY  ADHERED  TO. 
ESPECIALLY  IN  CHILDREN  THIS  MEDICA- 
TION SHOULD  BE  KEPT  OUT  OF  REACH  OF 
CHILDREN 


Indications  Lomotil  is  effective  as  adjunctive  ther- 
apy in  the  management  of  diarrhea 

Contraindications  In  children  less  than  2 years,  due 
to  the  decreased  safety  margin  in  younger  age 
groups,  and  in  patients  who  are  jaundiced  or  hyper- 
sensitive to  diphenoxylate  HCI  or  atropine 

Warnings  Use  with  caution  in  young  children,  be- 
cause of  variable  response,  and  with  extreme  cau- 
tion in  patients  with  cirrhosis  and  other  advanced 
hepatic  disease  or  abnormal  liver  function  tests, 
because  of  possible  hepatic  coma  Diphenoxylate 
HCI  may  potentiate  the  action  of  barbiturates,  tran- 
quilizers and  alcohol  In  theory,  the  concurrent  use 
with  monoamine  oxidase  inhibitors  could  precipitate 
hypertensive  crisis. 

Usage  in  pregnancy  Weigh  the  potential  benefits 
against  possible  risks  before  using  during  preg- 
nancy. lactation  or  in  women  of  childbearing  age 
Diphenoxylate  HCI  and  atropine  are  secreted  in  the 
breast  milk  of  nursing  mothers. 

Precautions.  Addiction  (dependency)  to  diphenoxy- 
late HCI  is  theoretically  possible  at  high  dosage  Do 
not  exceed  recommended  dosages  Administer  with 
caution  to  patients  receiving  addicting  drugs  or 
known  to  be  addiction  prone  or  having  a history  of 
drug  abuse  The  subtherapeutic  amount  of  atropine  is 
added  to  discourage  deliberate  overdosage;  strictly 
observe  contraindications,  warnings  and  precautions 
for  atropine;  use  with  caution  in  children  since  signs 
of  atropinism  may  occur  even  with  the  recommended 
dosage 

Adverse  reactions  Atropine  effects  include  dryness 
of  skin  and  mucous  membranes,  flushing  and  urinary 
retention.  Other  side  effects  with  Lomotil  include 
nausea,  sedation,  vomiting,  swelling  of  the  gums, 
abdominal  discomfort,  respiratory  depression,  numb- 
ness of  the  extremities,  headache,  dizziness,  depres- 
sion. malaise,  drowsiness,  coma,  lethargy,  anorexia, 
restlessness,  euphoria,  pruritus,  angioneurotic 
edema,  giant  urticaria  and  paralytic  ileus. 

Dosage  and  administration  Lomotil  is  contraindi- 
cated in  children  less  than  2 years  old.  Use  only 
Lomotil  liquid  tor  children  2 to  12  years  old  For 
ages  2 to  5 years,  4 ml  (2  mg  ) t i d , 5 to  8 years.  4 
ml  (2  mg.)  q i d ; 8 to  12  years.  4 ml,  (2  mg.)  5 
times  daily;  adults,  two  tablets  (5  mg  ) t i d to  two 
tablets  (5  mg  ) q i d or  two  regular  teaspoonfuls 
(10  ml  , 5 mq  I q i d Maintenance  dosage  may  be  as 
low  as  one  fourth  of  the  initial  dosage  Make  down- 
ward dosage  adjustment  as  soon  as  initial  symptoms 
are  controlled 

Overdosage  Keep  the  medication  out  of  the  reach 
of  children  since  accidental  overdosage  mav  cause 
severe,  even  fatal,  respiratory  depression  Signs  of 
overdosage  include  flushing,  lethargy  or  coma,  hy- 
potonic reflexes  nystagmus,  pinpoint  pupils,  tachy- 
cardia and  respiratory  depression  which  may  occur 
12  to  30  hours  after  overdose  Evacuate  stomach  by 
lavage,  establish  a patent  airway  and,  when  neces- 
sary, assist  respiration  mechanically  Use  a narcotic 
antagonist  in  severe  respiratory  depression  Obser- 
vation should  extend  over  at  least  48  hours 
Dosage  lorms  Tablets.  2.5  mg  of  diphenoxylate 
HCI  with  0 025  mg  of  atropine  sulfate  Liquid.  2 5 
mg  of  diphenoxylate  HCI  and  0 025  mq  ot  atropine 
sulfate  per  5 ml  A plastic  dropper  calibrated  in  in- 
crements of  Vt  ml  (total  capacity.  2 ml.)  accom- 
panies each  2-oz  bottle  of  Lomotil  liquid 
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When  diarrhea  has  his  number... 


Lomotil  puts  him  back  in  the  game. 


Physicians  and  patients  both 
want  prompt  control  of  the 
symptoms  of  diarrhea.  A rapid, 
uncontrolled  loss  of  fluids  and 
electrolytes  can  cause  a medical 
crisis,  particularly  in  children,  and 
in  patients  who  are  seriously  ill, 
or  in  people  who  are  badly 
undernourished. 

Lomotil  usually  stops  diarrhea 
promptly.  This  rapid  action  halts 
the  emergency  aspect  of  diarrhea 


and  is  comforting  and  reassuring 
to  the  patient.  Electrolyte  and  fluid 
losses  can  be  corrected  while  the 
specific  cause  of  the  diarrhea  is 
being  determined.  If  an  infective 
agent  is  the  cause,  appropriate 
antibiotic  therapy  should  be  given 
along  with  Lomotil. 

Lomotil  has  few  side  effects, 
and  those  that  do  occur  are 
generally  mild. 


Lomotil 

TABLETS/LIQUID 


Each  tablet  and  each  5 ml.  of  liquid  contain: 

diphenoxylate  hydrochloride 2.5  mg. 

(Warning:  May  be  habit  forming) 
atropine  sulfate  0.025  mg. 


Usually  stops  diarrhea  promptly. 
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prevention 


Use  it  to  prevent  a topical  infection.  Or  to  treat  one  that’s  already  started. 

In  either  case,  it’s  good  medicine.  Whether  for  lacerations, 
burns,  open  wounds,  IV  catheter  or  surgical  aftercare. 

Neosporin’  Ointment  provides  broad  antibacterial  coverage  against  common 
susceptible  pathogens.  And  since  it  contains  three  antibiotics  that  are 
rarely  used  systemically,  the  risk  of  sensitization  is  reduced. 
Neosporin  Ointment.  A half-ounce  of  prevention.  Also  available  in  a 
full  ounce  of  prevention  and  in  convenient  foil  packets. 

Neosporin  Ointment  carried  on  Apollo  and  Skylab  missions. 


Neosporin  Ointment 

(polymyxin  B-bacitracin-neomycin) 

Each  gram  contains:  Aerosporin®  brand  Polymyxin  B Sulfate  5,000  units;  zinc  bacitracin  400  units; 
neomycin  sulfate  5 mg  (equivalent  to  3.5  mg  neomycin  base);  special  white  petrolatum  qs. 

In  tubes  of  1 oz  and  1/2  oz  and  1/32  oz  (approx.)  foil  packets. 


INDICATIONS;  Therapeutically,  used  as  an  adjunct  to  appropriate  systemic 
therapy  for  topical  infections,  primary  or  secondary,  due  to  susceptible  organ- 
isms, as  in:  • infected  burns,  skin  grafts,  surgical  incisions,  otitis  externa 

• primary  pyodermas  (impetigo,  ecthyma,  sycosis  vulgaris,  paronychia)  • second- 
arily infected  dermatoses  (eczema,  herpes,  and  seborrheic  dermatitis) 

• traumatic  lesions,  inflamed  or  suppurating  as  a result  of  bacterial  infection. 
Prophylactically.  the  ointment  may  be  used  to  prevent  bacterial  contamination 

in  burns,  skin  grafts,  incisions,  and  other  clean  lesions.  For  abrasions,  minor  cuts 
and  wounds  accidentally  incurred,  its  use  may  prevent  the  development  of 
infection  and  permit  wound  healing. 

CONTRAINDICATIONS:  Not  for  use  in  the  eyes  or  external  ear  canal  if  the  eardrum 
is  perforated.  This  product  is  contraindicated  in  those  individuals  who  have 
shown  hypersensitivity  to  any  of  the  components. 

WARNING:  Because  of  the  potential  hazard  of  nephrotoxicity  and  ototoxicity 
due  to  neomycin,  care  should  be  exercised  when  using  this  product  in  treating 
extensive  burns,  trophic  ulceration  and  other  extensive  conditions  where 


absorption  of  neomycin  is  possible.  In  burns  where  more  than  20  percent  of  the  ' 
body  surface  is  affected,  especially  if  the  patient  has  impaired  renal  function  i 1 
or  is  receiving  other  aminoglycoside  antibiotics  concurrently,  not  more  than  : 
one  application  a day  is  recommended. 

PRECAUTIONS:  As  with  other  antibacterial  preparations,  prolonged  use  may 
result  in  overgrowth  of  nonsusceptible  organisms,  including  fungi.  Appropriate 
measures  should  be  taken  if  this  occurs. 

ADVERSE  REACTIONS:  Neomycin  is  a not  uncommon  cutaneous  sensitizer. 

Articles  in  the  current  literature  indicate  an  increase  in  the  prevalence  of  persoi 
allergic  to  neomycin.  Ototoxicity  and  nephrotoxicity  have  been  reported  ! Si 

(see  Warning  section).  q 

Complete  literature  available  on  request  from  Professional  Services  Oept.  PM  1 $ 

Jlw  Burroughs  Wellcome  Co. 

/ Research  Triangle  Park 
Wellcome/  North  Carolina  27709 


Before  prescribing,  see  complete  prescribing 
information  in  SK&F  literature  or  PDR  The 
following  is  a brief  summary. 

Indications:  Edema  associated  with  congestive 
heart  failure,  cirrhosis  of  the  liver,  the  nephrotic 
syndrome;  steroid-induced  and  idiopathic 
edema;  edema  resistant  to  other  diuretic  ther- 
apy. Also,  mild  to  moderate  hypertension. 
Contraindications:  Pre-existing  elevated  serum 
potassium.  Hypersensitivity  to  either  com- 
ponent. Continued  use  in  progressive  renal  or 
hepatic  dysfunction  or  developing  hyperkalemia. 
Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia 
develops  or  dietary  potassium  intake  is  markedly 
impaired.  Enteric-coated  potassium  salts  may 
cause  small  bowel  stenosis  with  or  without 
ulceration.  Hyperkalemia  (>5.4  mEq/L)  has 
been  reported  in  4%  of  patients  under  60  years, 
in  12%  of  patients  over  60  years,  and  in  less 
than  8%  of  patients  overall.  Rarely,  cases  have 
been  associated  with  cardiac  irregularities. 
Accordingly,  check  serum  potassium  during 
therapy,  particularly  in  patients  with  suspected 
or  confirmed  renal  insufficiency  (e.g.,  elderly  or 
diabetics).  If  hyperkalemia  develops,  substitute 
a thiazide  alone.  If  spironolactone  is  used  con- 
comitantly with  ‘Dyazide’,  check  serum  potas- 
sium frequently  — both  can  cause  potassium  re- 
tention and  sometimes  hyperkalemia.  Two 
deaths  have  been  reported  in  patients  on  such 
combined  therapy  (in  one,  recommended  dosage 
was  exceeded;  in  the  other,  serum  electrolytes 
were  not  properly  monitored).  Observe  patients 
on  ‘Dyazide’  regularly  for  possible  blood  dys- 
crasias,  liver  damage  or  other  idiosyncratic 
reactions.  Blood  dyscrasias  have  been  reported 
in  patients  receiving  Dyrenium  (triamterene, 
SK&F).  Rarely,  leukopenia,  thrombocytopenia, 
agranulocytosis,  and  aplastic  anemia  have  been 
reported  with  the  thiazides.  Watch  for  signs  of 
impending  coma  in  acutely  ill  cirrhotics.  Thia- 
zides are  reported  to  cross  the  placental  barrier 
and  appear  in  breast  milk.  This  may  result  in 
fetal  or  neonatal  hyperbilirubinemia,  thrombo- 
cytopenia, altered  carbohydrate  metabolism 
and  possibly  other  adverse  reactions  that  have 
occurred  in  the  adult.  When  used  during 
pregnancy  or  in  women  who  might  bear 
children,  weigh  potential  benefits  against 
possible  hazards  to  fetus. 

Precautions:  Do  periodic  serum  electrolyte  and 
BUN  determinations.  Do  periodic  hematologic 
studies  in  cirrhotics  with  splenomegaly.  Anti- 
hypertensive effects  may  be  enhanced  in  post- 
sympathectomy patients.  The  following  may 
occur:  hyperuricemia  and  gout,  reversible 
nitrogen  retention,  decreasing  alkali  reserve 
with  possible  metabolic  acidosis,  hypergly- 
cemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  pa- 
tients. Concomitant  use  with  antihypertensive 
agents  may  result  in  an  additive  hypotensive 
effect. 

Adverse  Reactions:  Muscle  cramps,  weakness., 
dizziness,  headache,  dry  mouth;  anaphylaxis; 
rash,  urticaria,  photosensitivity,  purpura,  other 
dermatological  conditions;  nausea  and  vomiting 
(may  indicate  electrolyte  imbalance),  diarrhea, 
constipation,  other  gastrointestinal  disturbances. 
Rarely,  necrotizing  vasculitis,  paresthesias, 
icterus,  pancreatitis,  and  xanthopsia  have 
occurred  with  thiazides  alone. 

Supplied:  Bottles  of  100  capsules;  in  Single 
Unit  Packages  of  100  (intended  for  institutional 
use  only). 


KEEP  THE  HYPERTENSIVE 
PATIENT  ON  THERAPY 
KEEP  THERAPY  SIMPLE  WITH 


DMZIDE 

Each  capsule  contains  50  mg.  of  Dyrenium*  (brand  of 
triamterene)  and  25  mg.  of  hydrochlorothiazide. 


Neither  inconvenient  potassium  supplements 
nor  special  K+  rich  diets  needed  as  a rule. 

Just  ‘Dyazide’  once  or  twice  daily  for  maintenance. 


Two  prime  reasons  patients  drop  out  of  hypertensive  therapy  are  ( 1 ) 
the  patient  failed  to  understand  directions,  and  (2)  the  regimen  was 
overly  complicated.  Dosage  is  simple  with  ‘Dyazide’,  easily  understood, 
once  or  twice  daily,  depending  on  response.  There’s  no  need  to  com- 
plicate the  regimen  with  potassium  supplements  or  unwieldy 
potassium-rich  diets. 


SK&F  CO. 

Carolina,  RR.  00630 
Subsidiary  of 
SmithKlme  Corporation 


TO  KEEP  BLOOD  PRESSURE  DOWN 
AND  KEEP  POTASSIUM  LEVELS  UP 


On  land,  sea,  and  in  the  air... 


Up  to  24  hours  of  effective  control  with 
a single  dose. ..in  nausea,  vomiting  and 
dizziness  associated  with  motion  sickness. 

Dosage:  25  to  50  mg.  1 hour  before  travel. 

Available  on  prescription  only. 

BRIEF  SUMMARY  OF  PRESCRIBING  INFORMATION 
CONTRAINDICATIONS.  Administration  of  Antivert 
during  pregnancy  or  to  women  who  may  become  pregnant 
is  contraindicated  in  view  of  the  teratogenic  effect  of  the 
drug  in  rats. 

The  administration  of  meclizine  to  pregnant  rats  during 
the  12-15  day  of  gestation  has  produced  cleft  palate  in  the 
offspring.  Limited  studies  using  doses  of  over  100  mg./kg./ 
day  in  rabbits  and  10  mg./kg./day  in  pigs  and  monkeys  did 


not  show  cleft  palate.  Congeners  of  meclizine  have  caused 
cleft  palate  in  species  other  than  the  rat. 

Meclizine  HC1  is  contraindicated  in  individuals  who 
have  shown  a previous  hypersensitivity  to  it. 

WARNINGS.  Since  drowsiness  may,  on  occasion,  occur 
with  use  of  this  drug,  patients  should  be  warned  of  this  pos- 
sibility and  cautioned  against  driving  a car  or  operating 
dangerous  machinery. 

Usage  in  Children:  Clinical  studies  establishing  safety  and 
effectiveness  in  children  have  not  been  done;  therefore, 
usage  is  not  recommended  in  the  pediatric  age  group. 

Usage  in  Pregnancy:  See  “Contraindications.” 

ADVERSE  REACTIONS.  Drowsiness, 
dry  mouth  and,  on  rare  occasions, 
blurred  vision  have  been  reported. 


ROeRIG 

A division  of  Pfizer  Pharmaceutical* 
New  York.  New  York  10017 


Antivert/25  ChewableTablets 

(meclizine  HC1)  25  mg. 

for  motion  sickness 


Cumberland  County  Medical  Society  #2 

WHEREAS  physicians  of  the  Maine  Medical 
Association  are  members  of  the  Board  of  Trustees 
of  Blue  Cross/Blue  Shield,  and 

WHEREAS  this  Health  Insurance  Organization 
is  playing  an  increasingly  important  role  in  the  fi- 
nancing of  medical  care  in  Maine,  for  both  inpa- 
tients and  outpatients,  and  affecting  the  professional 
lives  of  Maine  physicians,  and 

WHEREAS  there  is  at  present,  no  limit  on  the 
term  of  those  physician  board  members  on  the  Blue 
Cross/Blue  Shield  board,  and 

WHEREAS  there  is  a need  for  wider  participa- 
tion by  Maine  Medical  Association  physicians. 
Blue  Cross/Blue  Shield  in  the  activity  of  the  Blue 
Cross/Blue  Shield  so  that  all  ages,  elements,  and 
philosophies  of  physicians  in  the  State  can  be  rep- 
resented, 

BE  IT  RESOLVED  that  the  Maine  Medical 
Association  recommend  to  the  Board  of  BlueCross/ 
Blue  Shield  (AHS)  the  terms  of  physician  board 
members  be  limited  to  terms  of  3-5  years,  with  the 
exception  that  the  physician  Executive  Director  of 
the  Maine  Medical  Association  continue  to  serve  as 
a board  member  without  a fixed  term  of  office. 

A motion  was  made  by  Dr.  Wood  that  this  be  re- 
ferred to  the  Executive  Committee  and  it  was  ap- 
proved. 

7.  Committee  reports  — 

a)  Care  of  the  Disadvantaged  — Dr.  Bostwick, 
Speaker  of  the  House,  reported  that  the  Executive 
Committee  decided  at  its  meeting  today  to  refer  this 
report  to  their  next  meeting  for  recommendations. 

b)  Recruitment,  Aid  & Placement  — A list  of 
recipients  of  aid  from  the  Maine  Medical  Education 
Foundation  for  the  present  school  year  was  given  to 
each  member  of  the  House,  and  Dr.  McAfee,  Chair- 
man of  this  Committee  suggested  that  physicians 
contact  students  in  their  own  area  to  let  them  know 
of  our  interest  in  helping  them. 

c)  Continuing  Education  — Given  to  each  mem- 
ber of  the  House  for  future  reading  were  the  follow- 
ing: Sample  copy  of  Continuing  Medical  Education 
Activity  Report  that  will  be  mandatory  in  1975  for 
membership  in  the  M.M.A.;  minutes  of  the  CME 
Committee  meeting  on  10/17/74;  report  of  the  AMA 
4th  Biennial  Conference  on  CME  for  the  State 
Medical  Societies  and  Specialty  Societies;  and  in 
accordance  with  the  House  of  Delegates'  instruc- 
tions to  this  committee,  copy  of  a proposed  budget 
for  the  CME  Program  of  the  M.M.A.  Major  ex- 
pense involved  in  this  program  is  the  accreditation 


of  CME  programs  in  the  State.  A decision  will  have 
to  be  made  as  to  how  to  pay  for  this  expense,  and 
each  member  of  the  House  is  asked  to  bring  back 
their  opinion  on  this  proposed  budget  at  the  April 
meeting. 

d)  Peer  Review  — Dr.  Chamberlin,  Chairman, 
reported  that  the  committee  has  been  meeting  and 
keeping  up  to  date  with  PSRO  which  now  has  645 
Maine  members  signed  up.  The  Maine  PSRO  has 
submitted  a proposal  for  operational  status.  Prog- 
ress in  PSRO  is  reported  each  month  in  The  Journal 
of  the  Maine  Medical  Association.  Dr.  Chamberlin 
also  called  attention  to  new  Utilization  Review 
Regulations  (Legislative  Roundup  copy,  12/6/74,  re 
these  regs,  given  to  each  member  of  the  House). 

8.  Other  — 

a)  Malpractice — Dr.  Hanley  noted  that  the  June 
House  of  Delegates  instructed  the  M.M.A.  office 
to  conduct  a survey  on  malpractice,  but  in  working 
on  it,  it  has  become  obvious  that  it  is  an  exercise  in 
futility.  Dr.  Richard  Swengel,  Secretary  of  the  An- 
droscoggin County  Medical  Association,  reported 
that  they  did  such  a survey  — it  was  expensive, 
there  was  no  way  to  authenticate  the  figures  and 
what  do  you  do  with  it?  A motion  was  made  to 
rescind  the  request  for  the  malpractice  survey,  and 
it  was  approved. 

The  number  of  claims  is  doubling.  Dr.  Hanley 
said,  and  reported  on  some  figures  obtained  from 
companies  on  malpractice  experience  in  Maine. 
Some  individual  malpractice  insurance  contracts 
are  not  being  renewed,  even  though  those  individ- 
uals have  not  had  a claim  against  them;  those  that 
are  being  renewed  at  usually  at  a much  higher  pre- 
mium, and  are  in  class  1 & 2. 

b)  Although  the  1974  Pension  Reform  Act  raised 
allowable  limits  under  the  Keogh  Law  from  $2,500 
to  $7,500,  Maine  has  yet  to  enact  this  change  in  their 
tax  laws,  and  until  they  do  so,  physicians  in  Maine 
could  be  penalized  for  contributing  more  than  the 
old  $2,500  limit  to  their  pension  plans. 

c)  Consumer  Credit  Code  is  a new  law,  but 
amendments  are  in  the  works.  Advice  to  physicians 
is  that  they  have  no  finance  charges,  and  accept 
payments  in  3 or  less  installments. 

d)  It  was  reported  that  the  Androscoggin  County 
Medical  Association  resolution  re  psychiatric  care, 
referred  to  the  Executive  Committee  in  June  by  the 
House  of  Delegates,  has  been  discussed  by  the  E.  C. 
and  is  currently  tabled,  pending  the  outcome  of  an 
investigation  of  a related  matter. 

e)  A newspaper  article  reporting  an  interview 
with  Mr.  Mark  Knowles,  Director  of  the  State  Com- 
prehensive Health  Association,  has  caused  great 
concern  among  physicians  as  it  indicates  the  pos- 
sibility of  closing  many  small  hospitals  in  the  State. 

Continued  on  Page  90 
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—News 


From  Blue  Cross  and  Blue  Shield— 


HEALTH  COSTS  KEY  ISSUE  AT 
WHITE  HOUSE  CONFERENCE 

At  the  recent  White  House  Economic  Conference  on  Health  and  Other  Social  Services,  James 
D.  Knebel.  National  Association  of  Blue  Shield  Plans  executive  vice  president,  expressed  concern 
over  inflation  and  medical  costs  and  pledged  the  organization's  cooperation  in  helping  to  contain 
costs. 

Cautioning  against  furthering  inflation,  Knebel  urged  government  leaders  to  maintain  close 
scrutiny  on  the  cost  of  Federal  programs,  and  to  give  careful  consideration  to  the  short  and 
long-term  effects  of  various  legislative  proposals. 

The  Blue  Shield  leader  suggested  that  inflation  — especially  in  health  care  — must  be  viewed  as 
a social  and  political  phenomenon  rather  than  purely  an  economic  one.  Before  resolving  problems 
in  the  health  care  sector,  he  said  certain  truths  must  be  put  in  perspective: 

— the  health  care  sector  is  continually  expanding  because  of  advances  in  medical  technology 
and  the  social  decision  to  make  use  of  them.  This  results  in  increases  in  the  price  and 
utilization  of  health  care. 

— the  shift  over  the  years  in  the  financing  of  health  care  from  patient  to  third-party  payers  has 
increased  the  demand  for  health  care  and  has  caused  inflationary  pressures.  Presently, 
two-thirds  of  the  health  care  dollar  is  financed  through  third  parties. 

— the  desire  for  additional  and  expanded  benefits  such  as  coverage  for  dental  care  has 
economic  consequences  in  terms  of  higher  costs  and  increased  use  of  these  benefits. 

In  a background  paper  distributed  at  the  conference,  government  economists  warned  that 
national  health  expenditures  are  expected  to  jump  about  14  percent,  from  $105  billion  in  1974  to 
over  $120  billion  in  1975.  Due  to  this  increase,  personal  out-of-pocket  expenses  will  increase  eight 
percent,  from  about  $30  billion  this  year  to  $32  billion  in  1975. 

According  to  the  paper,  health  insurance  premiums  will  also  reflect  the  rise.  A family  paying 
$400  in  1974  will  pay  over  $50  more  for  the  same  policy  next  year. 

Medicare  expenditures  are  expected  to  increase  by  over  25  percent  from  $11.3  billion  in  1974  to 
about  $14.3  billion  in  1975,  which  could  adversely  affect  prepaid  group  health  plans. 

Knebel  said,  “Blue  Shield  has  been  living  with  these  facts  of  life,  and  has  faced  them  by 
constantly  strengthening  its  cost  containment  efforts. 

“We  are  working  to  restrain  physician  fee  increases  within  reasonable  levels  through  our 
Usual,  Customary,  and  Reasonable  charge  programs.  While  monitoring  changes  in  physician 
fees,”  he  added,  “we  are  also  carrying  out  a campaign  to  keep  them  within  reason.” 

Knebel  said  theCost  of  Living  Council’s  “inflation  watch”  has  merit.  “The  government  alone 
has  the  power  to  make  certain  basic  decisions  to  combat  inflation,”  he  said. 

“We  urge  that  government  take  action  by  increasing  taxes,  continuing  stringent  monetary 
policies,  reducing  Federal  and  state  budgets  or  keeping  them  under  careful  control  and  balancing 
the  budget,”  stated  Knebel. 
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News,  Notes  and  Announcements 


Congratulations  and  Best  Wishes 
to  the  New  Lincoln-Sagadahoc 
County  Auxiliary  Organized  February  3,  1975 
at  the  Bath  Memorial  Hospital. 


Infection  Control  Seminar 

The  Bureau  of  Health,  the  Maine  Hospital  Association.  Ken- 
nebec Valley  Regional  Health  Agency  and  Northern  Maine 
RAISE  are  co-sponsoring  a two-part  infection  control  seminar  to 
be  held  at  the  following  locations: 

Part  I Part  II 

Lewiston 

Bates  College  March  31-April  I May  5 and  6 

Bangor  — 

Eastern  Maine 

Medical  Center  April  3 and  4 May  8 and  9 

Presque  Isle  — 

University  of  Maine  at  P.  I.  April  7 and  8 Mayl9and20 

Registration  forms  will  be  mailed  to  prospective  participants 
by  March  1st. 

All  disciplines  from  Maine's  health  care  facilities,  as  well  as 
representatives  from  those  agencies  involved  in  post-discharge 
medical  care,  are  invited  to  attend. 


54th  Annual  Meeting  of  the  N.E.  Hospital 
Assembly,  Inc. 

In  an  era  when  traditional  boundaries  between  disciplines  are 
crumbling  and  evaporating,  the  54th  annual  meeting  of  the  New 
England  Hospital  Assembly  Incorporated.  Tuesday  through 
Thursday  March  25-27  at  Boston's  Sheraton-Boston  Hotel  and 
John  Hynes  Veterans  Auditorium,  holds  a special  allure  for 
physicians. 

A host  of  programs  concern  themselves  with  topics  of  direct 
interest  to  doctors,  and  others  address  matters  that  have  or  soon 
will  impact  the  medical  profession. 

There  is  no  admission  or  enrollment  fee  for  the  programs.  One 
need  only  register  in  the  Hynes  Auditorium  lobby,  receive  a 
badge  and  program  booklet,  and  then  set  out  in  pursuit  of  what- 
ever topic  is  of  personal  interest. 

A total  of  14  general  sessions  will  be  presented  during  the  three 
day  educational  conference.  Here  are  some  whose  content  have 
special  relevance  to  medical  practice  today  and  tomorrow. 

"The  Myth  — And  Cost  — Of  Defensive  Medicine”  will  be 
explored  at  2:30  on  Thursday  March  27,  in  Room  104  of  the 
Hynes  Auditorium.  Speaking  is  E.  James  Potchen.  M.D.,  asso- 
ciate dean  of  Johns  Hopkins  School  of  Medicine.  He  intends  via 
"systems  dynamics"  to  show  the  inflationary  effect  of  defensive 
medicine  upon  hospital  and  medical  costs.  Particularly,  he'll 
explore  the  pro  and  con  of  defensive  medicine,  ways  to  cut 
malpractice  cost,  the  preservation  of  diagnostic  intervention, 
and  the  limits  of  health  care  cost.  He  also  will  detail  the  concept 
of  systems  dynamics. 

"Emergency  Department:  Critical  Care  Center,  Primary  Care 
Clinic  or  Both,”  earns  scrutiny  from  two  experts  on  Wednesday, 
March  26  at  10:30  a.m.  in  Room  104  of  Hynes  Auditorium.  David 
R.  Boyd.  M.D.C.M.,  director  of  the  Division  of  Emergency 
Medical  Services,  U.S.  Dept,  of  H.E.W..  Public  Health  Service. 
Washington,  D.C.;  and  Nora  Piore,  Professor  of  Health 
Economics,  Columbia  School  of  Public  Health  share  the  plat- 
form. They  will  examine  provider  responses  and  legislative  di- 
rections in  meeting  public  needs  for  emergency  services  and 
public  demands  for  instant  primary  care.  They  also  will  discuss: 
who  comes  to  emergency  rooms  and  why,  hospital  respon- 
sibilities and  roles  in  the  providing  of  emergency  services  and 
primary  care,  roles  of  non-hospital  providers,  and  the  different 
approaches  in  different  settings,  such  as  rural,  urban  medical 


center,  community  hospital  and  so  on. 

Sessions  also  treat  "The  New  Federal  Planning  Legislation” 
and  its  numerous  impacts  upon  all  health  professionals  and  their 
patients  (2:30  p.m.,  Tuesday  March  25);  “PSRO:  Implications 
for  Nursing  and  Allied  Health  Professions”  (10:30  a.m.,  Wed- 
nesday March  26);  "Death  and  Dying”  (2:30  p.m..  March  26); 
“Regulation;  How  To  Survive  Fiscally”  (2:30  p.m.,  March  26); 
“National  Health  or  National  Health  Insurance?”  (10:15  a.m., 
Thursday  March  27);  and  "Peer  Review  — Nursing  and  The 
Allied  Health  Professional”  (10:15  a.m.,  March  27). 

In  addition  to  the  general  program  sessions,  the  annual  meeting 
also  features  two  floors  of  exhibits  in  Hynes  Auditorium.  They 
array  the  latest  technology,  techniquesand  productsof  the  health 
sciences  in  one  convenient,  easy-to-visit  location. 

A booklet  describing  the  entire  54th  New  England  Hospital 
Assembly  Incorporated  annual  meeting  is  available  by  writing: 
Mrs.  Jean  Quigley,  76  Crest  Avenue,  Chelsea,  Mass.  02150. 


State  of  Maine 

Department  of  Health  and  Welfare 
Division  of  Child  Health  Clinic  Schedule  — 1975 

Children’s  Development  Clinics 

Lewiston  — Central  Maine  General  Hospital 
8:30  a.m.:  Mar.  10.24. Apr.  14,  28,  May  12,  June  9,  23,  July  14, 
28,  Aug.  1 1 , 25,  Sept.  8.  22,  Oct.  27.  Nov.  10,  24.  Dec.  8.  22 
Waterville  — Thayer  Hospital 

8:30  a.m.:  Mar.  5.  19,  Apr.  2.  16.  30,  May  7,  21,  June  4,  18, 
July  2.  16.  30.  Aug.  6.  20.  Sept.  3,  17,  Oct.  1,  15,  29,  Nov.  5, 
19.  Dec.  3,  17.  31 


Pulmonary  Disease 

August  24-27,  1975.  Second  Annual  Seminar,  Topics  in  Pul- 
monary Disease.  National  faculty  including  Barry  Fanburg, 
M.D.,  Hans  Weill,  M.D.,  John  F.  Murray,  M.D.,  and  more. 
Twenty-one  hours  of  Category  I credit  available.  Colby 
College/Thayer  Hospital,  Waterville,  Maine.  Inquiries  to  R.  H. 
Kany,  Director.  Special  Programs,  Colby  College,  Waterville, 
Maine  04901. 


Maine 

Poison  Control  Center 

871-2381 

Emergency  Poison  Information  Service 
for  physicians  in  Maine. 

For  non-emergency  information, 
please  call  on  weekdays  between  9:00  a.m.  and  2:00  p.m. 
The  Poison  Control  Center  is  located  in  the 
Emergency  Division  of  the 
Maine  Medical  Center. 


State  of  Maine  Board  of  Registration  of  Medicine 
Physicians  Licensed  to  Practice  Medicine  and 
Surgery  in  the  State  of  Maine 
Through  Reciprocity 

Anderson,  Larry  G.:  Chandler,  Richard  C.;  Cloutier,  Elmer 
G.:  Cohen.  Samuel  M.:  Dunst,  Jerome;  Hakami,  Taghi:  Head, 
Roger  C.;  Holt,  William  S.;  Khoury,  Nicholas  F.;  La  Marche, 
Paul  H.;  Markus,  Ivan  P. ; McKnight,  Mary  J.;  Menges,  JohnC.; 
Metz,  Joseph  R.;  Millan,  Angelo  P.;  Moyes,  Karen  R.  F.; 
Murakami,  Noboru;  Pezzuti.  Roger  T.;  Reddy.  VenkateshaG. 
S.;  Reed,  Stephen  D.:  Rowell.  Harlow  B.;  Silverman,  Stephen 
D.;  Stock.  Donald  H.;  St.  Peter.  Dennis  A.;  Swarr,  James  H.; 
Thompson,  Edward  C.;  Ward,  James  S.;  Wise,  Robert  L;  and 
Zientara.  Marie  T. 
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County  Society  Notes 


LINCOLN  -SAGADAHOC 

The  regular  monthly  meeting  of  the  Lincoln-Sagadahoc 
County  Medical  Society  was  held  on  December  17,  1974  at  the 
Ledges  Inn  in  Wiscasset,  Maine. 

Twenty-eight  physicians  attended  the  meeting,  which  was 
called  to  order  at  8:40  p.m.  by  the  President,  Dr.  Peter  A.  Evans. 
The  minutes  of  the  November  meeting  were  accepted  as  read  by 
the  Secretary. 

Dr.  Elihu  York  reported  matters  discussed  at  the  Interim  Ses- 
sion of  the  M.M.A.  House  of  Delegates  held  three  days  previ- 
ously in  Bangor.  Subjects  included  PSRO  rules  and  reporting  of 
continuing  medical  education  efforts. 

Dr.  Carl  R.  Griffin,  Jr.  spoke  about  HR  16204,  regarding  a 
controlled  planning  system  to  regulate  health  services  in  the 
states. 

Dr.  Richard  C.  Leek  enlarged  on  the  two  previous  reports.  He 
reported  that  the  medical  malpractice  insurance  problem  is 


reaching  crisis  proportions.  The  State  laws  governing  consumer 
credit  dealings  were  abstracted,  and  the  implications  were  hotly 
discussed. 

Dr.  Henry  A.  Hudson  moved  that  in  the  future  the  scientific 
program  be  presented  before  political  discussions.  The  motion 
was  seconded;  the  vote  was  seven  in  favor  and  seven  against.  Dr. 
Hudson  then  withdrew  his  motion. 

The  Board  of  Censors  recommended  that  Drs.  Alex  Norzowof 
Brunswick  and  Richard  Cote  of  Bath  be  inducted  into  active 
membership  in  this  Society.  The  members  present  voted  unani- 
mously to  accept  these  recommendations. 

There  was  no  old  or  other  new  business.  Dr.  Evans  appointed 
Drs.  Griffin,  Belknap  and  Dougherty  as  the  Nominating  Commit- 
tee, to  bring  in  a slate  of  proposed  officers  at  the  January  meeting. 

Dr.  Robert  S.  Galen  then  introduced  Dr.  Philip  Crichton  who 
spoke  on  Angiography. 

George  W.  Bostwick,  M.D.,  Secretary 


FROM  THE  SECRETARY'S  NOTEBOOK  - Continued  from  Page  87 


A resolution  to  censure  Mr.  Knowles,  and  request 
his  resignation,  was  amended  to  express  disapproval 
of  his  expressed  views.  After  much  discussion,  this 
was  defeated  and  the  M.M.A.  President  instructed 
to  write  a letter  to  the  President  of  the  State  CHA, 
asking  for  some  clarification  of  their  stand  on  this 
and  expressing  the  difficulties  that  have  arisen  out  of 
the  appearance  of  the  article. 


9.  Spring  Meeting  of  the  House  of  Delegates  — 

Saturday,  April  12,  1975  in  Waterville  at  2:00  P.M. 
(meeting  of  the  Executive  Committee  at  10:00 
A.M.) 

10.  Adjourned  at  5:15  P.M. 

Patricia  A.  Bergeron 

Secretary-Treasurer,  M.M.A. 
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NEW  ENGLAND  CANCER  SOCIETY 

The  various  papers  on  the  following  pages  of  this  issue  of  the  Journal  were  presented  at  a meeting  of  the 
New  England  Cancer  Society  held  at  the  Maine  Medical  Center  on  October  5,  1974. 

The  New  England  Cancer  Society  is  a scientific  organization  which  recognizes  that  to  be  effective  “in 
humanitarian  service,  all  useful  methods  must  be  made  available  to  those  in  need,  it  becomes  our  further 
purpose  to  promote  adequate  distribution  of  agencies  for  bringing  the  best  of  technical  skills,  equipment, 
and  information  into  the  service  of  all  sufferers  from  these  diseases. 

As  a primary  means  to  further  the  above  objectives,  this  association  shall  serve  to  bring  together 
workers  in  the  various  fields  of  cancer  investigation,  control  and  therapy  for  exchange  of  information  among 
its  members.  The  members  then  may  convey  such  information  to  the  medical  practitioners  in  the  locality.” 

The  organization  was  founded  in  1939.  The  first  meeting  was  held  at  Pondville  Hospital,  Walpole, 
Massachusetts.  Since  then  the  society  has  held  continuous  biannual  meetings,  one  of  which  is  in  New 
England  and  the  other  outside  the  New  England  states.  The  society  has  enjoyed  the  enviable  experience  of 
accepting  invitations  from  the  leading  cancer  research  and  therapy  institutions  throughout  the  United 
States,  Canada  and  Europe.  In  1960  the  society  accepted  and  attended  its  first  overseas  meeting,  held  at  the 
Royal  Marsden  Hospital.  Westminster  Hospital,  Middlesex  Hospital,  London,  England.  The  meeting  was 
engineered  by  the  secretary.  Dr.  GeraldGarcelon,  and  was  so  successful  and  the  reception  so  magnanimous 
that  subsequent  trips  have  been  made  to  the  Radiumhemmet,  Stockholm,  Sweden,  Radium  Center, 
Copenhagen.  Denmark.  Institut  Gustave  Roussy  and  Foundation  Curie,  Paris,  France,  The  Netherlands 
Cancer  Institute,  Amsterdam,  Holland,  St.  Bartholomew’s  and  Royal  Marsden  Hospital  (Surrey  Branch), 
London.  England,  and  St.  Luke's  Hospital.  Dublin.  Ireland. 

These  overseas  sessions  have  been  highly  worthwhile  and  the  dialogue  between  our  membership  and 
our  hosts  has  been  instructional,  beneficial,  and  sometimes  constructive  to  both.  The  same  comments  are 
also  applicable  to  our  visits  to  the  many  prestigous  institutions  in  this  country  and  Canada. 

Throughout  the  years  the  membership  and  officers  have  included  many  eminent  scientists,  surgeons, 
radiologists,  radio-therapists,  pathologists,  and  oncologists,  who  devote  the  major  part  of  their  endeavors  to 
cancer  programs  and  management. 

It  has  been  thirty  years  since  the  Maine  General  Hospital  hosted  the  New  England  Cancer  Society. 
Since  that  time,  the  hospital  has  grown  in  stature  and  as  a result  of  the  expertise  and  experience  of  its  staff  is 
now  able  to  present  an  attractive  program  of  interest  and  value  to  the  membership.  It  was  the  opinion  of  the 
committee  arranging  this  program  and  the  editorial  staff  of  the  Maine  Medical  Association  that  these 
contributions  would  be  of  interest  and  value  to  the  membership  of  the  Maine  Medical  Association. 

Joseph  E.  Porter,  M.D. 

Maine  Medical  Center 

Portland.  Maine  04102 
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Soft  Tissue  Sarcoma  — Some  Observations 
on  Diagnosis  and  Treatment 

Robert  E.  McAfee,  M.D.* 


It  is  a well  recognized  medical  axiom  that  the 
rarer  the  lesion  or  disease,  the  greater  the  number 
of  experts  in  the  field.  Because  soft  tissue  sarcomas 
are  indeed  rare  — comprising  only  0.5  percent  of  all 
malignancies  — and  because  most  physicians  think 
they  have  seen  at  least  one  case  of  each  of  the  dif- 
ferent varieties  of  sarcoma  that  exist,  one  might  then 
define  an  expert  in  this  field  as  one  who  has  managed 
at  least  two  cases  of  soft  tissue  sarcoma.  Unfortu- 
nately there  are  more  than  20  types  of  soft  tissue  sar- 
comas, each  with  distinguishing  histologic  and  dif- 
ferent biologic  behavior  and  with  varying  tenden- 
cies for  local  infiltration  and  distant  metastases.  It 
is  for  this  reason  that  the  individual  who  provides 
primary  therapy  for  these  lesions  should  be  able  to 
offer  the  best  chance  for  cure.  The  better  and  earlier 
recognition  of  these  lesions  and  their  appropriate 
therapy  is  the  aim  of  this  presentation. 

Diagnosis 

Although  some  changes  have  occurred  in  the 
treatment  of  soft  tissue  sarcomas  in  recent  times, 
aids  to  the  clinical  diagnosis  of  these  lesions  have 
not  improved  significantly.  A keen  clinical  aware- 
ness of  the  possibility  of  soft  tissue  sarcoma  proba- 
bly accounts  for  the  more  prompt  recognition  of  this 
problem  than  any  other  single  test.  Laboratory  pro- 
cedures in  general  have  limited  value  in  the  diag- 
nosis of  soft  tissue  tumors.  Soft  tissue  x-ray  or  an- 
giography are  usually  unnecessary  except  in  the 
retroperitoneal  area.  The  possible  x-ray  appearance 
of  the  stippled  x-ray  calcification  seen  in  a synovial 
sarcoma  might  represent  the  only  exception  to  this 
rule.  There  remains  no  good  hematologic  test  that 
would  aid  in  the  diagnosis  of  these  lesions. 

For  the  most  part  sarcoma  has  become  evident  as 
painless  soft  tissue  masses  that  grow  and  sometimes 
become  symptomatic  because  of  their  size.  Local- 
ized neuralgias,  ischemia  and  even  paralysis  may 
occur  because  of  compression  on  adjacent  nerve 
structures.  Rarely  do  the  systemic  effects  of  weight 
loss  and  general  malaise  alert  one  to  the  possibility 
of  underlying  sarcoma.  Although  paraneoplastic 
syndromes  have  been  described  mostly  having  to  do 
with  carbohydrate  metabolism  and  subsequent 
hypoglycemia,  these  syndromes  are  for  the  most 
part  associated  with  large  bulky  tumors  which  are 

♦Attending  Surgeon,  Division  of  General  Surgery,  Maine  Med- 
ical Center,  Portland,  Maine  04102. 


obvious  to  even  the  most  casual  observer.  It  re- 
mains then  that  biopsy  — excisional  if  the  lesion  is 
small  or  incisional  but  generous  when  the  lesion  is 
large  remains  the  hallmark  of  appropriate  diagnosis 
for  soft  tissue  sarcomas.  The  difficulty  in  identifying 
specifically  these  lesions  by  frozen  section  diagnosis 
is  readily  apparent  to  all  pathologists  and  increasing- 
ly apparent  to  most  surgeons.  It  is  felt  that  whereas 
treatment  may  significantly  be  altered  by  a different 
histologic  diagnosis  that  appropriate  permanent 
sections  be  utilized  for  this  purpose  whenever  pos- 
sible. 

Special  Considerations 

Many  classifications  have  been  proposed  to  help 
identify  tissue  origin  of  most  of  the  soft  tissue  sar- 
comas. That  which  remains  most  useful  is  by 
Stout,1  however,  although  classifications  make  it 
easier  to  consider  ultimate  therapy,  it  in  no  way  is 
immediately  helpful  to  the  operating  surgeon  when 
faced  with  initial  form  of  therapy.  It  has  been  esti- 
mated that  fibrosarcomas,  liposarcomas  and  rhab- 
domyosarcomas together  comprise  approximately 
80  percent  of  all  soft  tissue  sarcomas  seen  today. 
This  has  been  true  in  the  experience  of  the  author 
and  is  corroborated  by  other  studies  and  litera- 
ture.2-3 

Fibrosarcomas  are  perhaps  the  most  common  of 
all  sarcomas  and  occur  slightly  more  commonly  in 
males  in  the  20  to  50  year  age  group.  They  have, 
however,  been  described  in  infants  as  well  as  the 
octogenarian.  These  tumors  are  generally  grayish 
white  in  color,  usually  firm  and  homogenous  in 
nature  but  most  specifically  are  pseudoencapsulated 
despite  their  frequent  appearance  of  being  entirely 
encapsulated  and  easy  to  enucleate  if  one  is  not 
aware  of  this  histologic  pattern.  Special  forms  of 
fibrosarcoma  including  the  dermatofibrosarcoma 
which  may  occur  on  the  trunk  or  on  the  scalp  and 
as  being  somewhat  purplish  or  polypoid  in  appear- 
ance and  the  desmoid  type  of  fibrosarcoma,  a some- 
times indolent  but  occasionally  aggressive  form  of 
the  tumor  occurring  either  in  the  abdominal  wall  or 
on  the  extremities  are  special  forms  of  fibrosarcoma, 
the  most  specific  details  of  which  the  reader  is  re- 
ferred to  Pories.4 

Liposarcomas  are  the  second  most  common 
tumor  and  it  is  particular  to  note  that  they  rarely 
arise  from  preexisting  lipomas  but  almost  always 
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begin  as  denovo  tumors.  These  tumors  may  be  quite 
large  with  multiple  convolutions  occasionally  even 
suggesting  the  anatomic  appearance  of  cerebral  con- 
volutions. There  may  be  adjacent  satellite  nodules 
around  most  liposarcomas  and  indeed  there  is  great 
histologic  variation  from  the  rather  benign  appear- 
ing well  differentiated  myxoidliposarcoma  to  the 
very  pleomorphic  and  extremely  anaplastic  form  of 
the  tumor.  Within  this  framework  alone,  survival 
figures  in  the  order  of  60  percent  for  the  rather 
benign  and  differentiated  type  will  be  significantly 
decreased  to  approximately  10  percent  in  the  more 
aggressive  type  with  similar  therapy. 

Rhabdomyosarcomas  are  usually  divided  into 
three  separate  entities:  the  adult  pleomorphic  type 
arising  most  frequently  in  the  extremities  usually  in 
large  muscle  groups;  the  embryonal  rhabdomyo- 
sarcoma occurring  primarily  in  children  and  young 
adults  and  found  in  the  extremities  and  associated 
with  increasingly  severe  pain  sometimes  even  ante- 
ceding  the  appearance  of  the  tumor;  and  thirdly, 
the  embryonal  rhabdomyosarcoma  which  is  poly- 
poid or  grape-like  in  appearance  and  again  found 
primarily  in  children  and  most  common  in  the  head 
and  neck,  genitourinary  tract,  orbit  and  naso- 
pharynx and  carrying  an  extremely  poor  prognosis. 

Other  Sarcomas 

Synovial  cell  sarcoma  also  arising  within  the  vi- 
cinity of  ligaments  and  tendon  sheaths  but  rarely 
within  direct  contact  w ith  joint  synovia  itself  are 
also  frequently  anteceded  by  localized  and  severe 
pain  in  the  area  of  the  tumor  before  the  tumor  may 
become  apparent.  T umors  of  vascular  origin  includ- 
ing Kaposi's  sarcoma,  angiosarcoma  as  well  as  the 
lymphangiosarcoma  and  fibrous  histiocytoma  are 
other  sarcomas  to  be  appreciated  and  the  reader  is 
referred  to  more  definitive  works  for  their  specific 
characteristics.5 

Treatment 

Adequate  wide  excision  is  the  surgical  treatment 
of  choice  for  patients  with  soft  tissue  sarcomas. 
Early  inadequate  excision  increases  the  incidence 
of  local  recurrence  significantly  and  for  the  most 
common  sarcomas  five-year  survival  figures  are  re- 
duced by  as  much  as  50  percent  with  a single  local 
recurrence. 

A significant  breakthrough  in  adjunctive  therapy 
of  patients  with  soft  tissue  sarcoma  of  an  extremity 
was  made  by  Suit  and  associates6  who  first  pointed 
out  significant  improvement  in  survival  figures  with 
the  use  of  radical  dose  radiation  therapy  when  com- 
bined with  some  form  of  surgical  excision  of  the 
tumor.  Although  this  was  proposed  as  an  alternative 
to  major  amputative  surgery,  the  results  of  this  form 
of  treatment  compare  very  favorably  with  surgical 
therapy  alone  of  even  the  most  radical  type.  The  re- 


fined technique  of  not  beginning  therapy  until  the 
surgical  wound  is  completely  healed  and  allowing  a 
single  strip  of  skin  not  to  be  radiated  to  prevent 
cicatricial  scar  and  excluding  if  possible  the  delicate 
skin  overlying  the  patella  and  tibial  shin  and  treating 
all  fields  each  day  to  the  radiation  dose  of  6300  to 
70(H)  rads  for  five  days  a week  for  six  and  a half  to 
seven  weeks  seems  to  have  minimized  complica- 
tions and  provided  more  functional  results. 

It  would  now  seem  that  patients  with  soft  tissue 
sarcomas  arising  below  the  elbow  or  below  the  knee 
who  might  formerly  have  been  candidates  for  radical 
extirpative  surgery  or  amputation  would  best  bene- 
fit from  wide  local  excision  and  radiation  therapy. 
More  proximal  lesions  will  still  require  significant 
muscle  group  excisions  and/or  amputative  excision 
in  order  to  improve  survival  figures.  Although  most 
soft  tissue  sarcomas  metastasize  by  the  hematog- 
enous route  with  the  lung  being  the  most  common 
site  of  metastases,  7 to  10  percent  of  the  more  com- 
mon sarcomas  may  show  regional  lymph  node  in- 
volvement. For  this  reason,  when  tumors  are  in 
reasonably  close  proximity  to  these  nodal  areas, 
they  should  be  encompassed  in  the  surgical  extirpa- 
tion. 

Although  we  have  had  a small  experience  with 
isolation  perfusion  of  the  extremity  with  these 
lesions,  our  objective  response  rate  has  not  been 
high  and  for  this  reason  until  others  have  identified 
a more  specific  chemotherapeutic  agent  we  have  not 
continued  this  technique  as  a significant  adjunctive 
form  of  therapy.  As  far  as  chemotherapy  in  gen- 
eral is  concerned,  until  the  recent  use  of  Adriamy- 
cin“  for  some  soft  tissue  sarcomas,  no  significant 
objective  response  rate  has  been  noted  with  any  of 
the  more  commonly  utilized  drugs.  It  is  again  for 
this  reason  that  the  onus  of  appropriate  therapy  still 
relies  upon  the  operating  surgeon  who  first  is  faced 
with  a soft  tissue  sarcoma  to  remove  as  much  of  the 
bulk  of  the  tumor  as  can  be  done  consistent  with 
good  surgical  technique  and  minimal  morbidity. 

Summary 

The  basic  principles  therefore  of  management  of 
soft  tissue  sarcomas  are  as  follows: 

1.  The  accuracy  of  clinical  diagnosis  of  these 
tumors  is  extremely  poor. 

2.  Only  by  proper  histologic  examination  of  a 
biopsy  specimen  can  an  accurate  diagnosis  be 
achieved. 

3.  Laboratory  procedures  have  limited  value  in 
the  diagnosis  of  soft  tissue  tumors. 

4.  The  first  treatment  offers  the  best  chance  for 
cure. 

5.  Adequate  wide  excision  remains  the  hallmark 
of  treatment  for  patients  with  soft  tissue  sar- 
comas. 

Continued  on  Page  96 
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Aspiration  Biopsy  of  Solid  Breast  Masses 

100  Consecutive  Cases 

George  f.  Sager,  M.D.*  and  Louis  N.  Taxiarchis,  M.D.** 


We  all  must  acknowledge  that  significant  emo- 
tional trauma  is  involved  when  a woman  enters  the 
hospital  for  treatment  of  a lump  in  her  breast.  “Is 
it  a cyst?”  “Is  it  a benign  solid  tumor?”  “If  it  is 
cancer  what  operation  will  the  doctor  employ  to 
treat  it?”  Most  cysts  can  be  identified  and  treated  in 
the  office  by  the  aspirating  needle  and  the  patient  is 
then  reassured,  and  hospitalization  avoided.  If  the 
mass  is  solid,  an  aspiration  biopsy  may  give  enough 
information  to  prepare  the  patient  for  the  diagnosis 
of  cancer,  and  give  her  the  privilege  — yes,  even  the 
right  — to  discuss  the  type  of  treatment  to  be  used 
in  her  particular  case. 

We  are  not  discussing  the  cytologic  study  of  fluid 
aspirated  from  cysts.  Nor  are  we  discussing  the 
histologic  study  of  cases  of  tissue  removed  by  large 
bore  biopsy  needles  (Vim-Silverman  etc.).  We  are 
discussing  the  aspiration  of  tissue  juice  and  small 
flecks  of  tissue  through  a small  bore  (20-22  gauge) 
needle  and  smearing  this  on  a slide  for  preparation 
and  study  as  in  a Pap  smear.  This  method  of  study- 
ing breast  tumors  is  not  new.  The  Memorial  Hos- 
pital1 for  Cancer  and  Allied  Diseases  in  New  York 
has  been  utilizing  it  satisfactorily  for  about  40  years. 
Dr.  Zajicek2  3 4 of  Stockholm,  Sweden,  has  accumu- 
lated a vast  experience  and  his  results  have  been 
widely  accepted  in  Europe5  6 7 but  until  quite  recent- 
ly has  generated  only  sporadic  interest  in  this 
country.8'9 

Method 

The  breast  mass  is  immobilized  between  two 
fingers  and  the  chest  wall  and  the  overlying  skin 
“sterilized.”  Using  a disposable  syringe  with  a 20, 
21  or  22  gauge  needle,  the  needle  is  quickly  thrust 
through  the  skin  without  local  anesthesia.  After  the 
point  of  the  needle  is  within  the  mass,  strong  suction 
is  applied  to  the  syringe  and  the  needle  passed  sev- 
eral times  in  different  directions  through  the  mass. 
The  suction  is  then  released  slowly  and  the  needle 
and  syringe  removed  from  the  breast.  If  negative 
pressure  is  not  completely  released  before  with- 
drawing the  needle,  when  it  comes  out  of  the  skin, 
air  rushing  through  the  point  of  the  needle  sprays  the 
juice  and  tissue  particles  onto  the  inside  of  the 
syringe  barrel  where  they  are  lost.  If  performed  cor- 
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rectly,  the  entire  specimen  usually  remains  within 
the  lumen  of  the  needle.  The  needle  is  removed  from 
the  syringe  and  air  is  drawn  into  the  syringe.  The 
needle  is  reattached  and  the  juice  and  tissue  par- 
ticles gently  blown  from  inside  the  needle  onto  a 
microscopic  slide.  Special  frosted  slides  may  be 
used  to  enhance  adherence  of  tissue  to  glass,  but  we 
usually  do  not  find  this  necessary.  The  smear  is 
immediately  fixed,  as  with  any  Pap  smear,  to  pre- 
vent artifacts  caused  by  air  drying.  The  slide  is  then 
sent  to  the  cytology  lab  where  it  is  stained  and  ex- 
amined. The  cytology  slip  should  contain  some 
clinical  information  and  the  clinical  impression  of 
the  person  taking  the  biopsy. 

Material 

In  February  1973,  this  study  was  initiated  by  one 
physician,  and  after  one  year  the  experience  was 
adequate  to  make  the  test  generally  available.  In 
February  1974,  other  physicians  began  to  utilize  the 
procedure  and  by  September  1974,  100  consecutive 
cases  had  been  studied  from  17  physicians.  All 
cystic  lesions  of  the  breast,  and  all  aspirations  of 
other  organs  (thyroid,  parotid,  lymph  nodes)  were 
excluded  from  this  study. 

Results  in  Literature 

Memorial  Hospital  has  had  200-250cases  per  year 
for  over  40  years.  Their  study1  covering  a recent 
two-year  period  showed  14%  false-negative  (in- 
cludes unsatisfactory  smears)  and  0%  false-posi- 
tives.  All  positive  smears  had  mastectomy  without 
frozen  section  biopsy. 

From  the  Radiumhemmet  in  Stockholm,3  a series 
of  2, 200  cases  were  reported  with  8-12%  false-nega- 
tive and  0.1%  false-positive. 

Dr.  Rajcic7  reports  from  Zagreb.  Yugoslavia  a 
16-year  experience  with  2,890  cases  (including 
cysts)  with  0.6%  false  suspicious  later  proved  nega- 
tive and  0%  false-positive.  All  positives  were 
treated  by  mastectomy  without  biopsy. 

The  Curie  Foundation  in  Paris11  reports  2,311 
cases  with  3.9%  false-negative  and  0.3%  false-posi- 
tive. 

Kline  and  Neal11  report  from  Jefferson  Medical 
College  in  Philadelphia  a series  of  150  solid  breast 
masses  aspirated. 

Webb  from  Bristol,  England,5  reports  a 97% 
accuracy  with  0.9%  false-negative  and  0.9%  false- 
positive. 
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Table  I 


Results  of  this  Study 
For  the  purpose  of  evaluating  this  procedure,  we 
chose  to  divide  the  cases  according  to  the  clinical 
suspicion.  By  Review  of  all  the  records,  it  was  de- 
termined as  noted  in  Table  I that  35%  were  per- 
formed on  masses  clinically  considered  malignant, 
43%  on  masses  clinically  considered  benign  and  the 
remaining  22%  was  undecided. 

More  detailed  study  of  the  clinically  malignant 
tumors  is  presented  in  Table  2.  There  were  no  false- 
positive smears  but  there  were  four  aspirations  in 
three  patients  in  which  a false-negative  report  was 
rendered  — all  three  patients  proved  to  have  carci- 
noma. To  be  noted  are  three  patients  in  which  as- 
piration correctly  diagnosed  carcinoma  although 
mammograms  were  read  as  negative. 

Table  3 displays  the  experience  in  43  instances 
where  the  mass  was  clinically  considered  benign. 
Attention  is  drawn  to  a 31 -year-old  nurse  with  a 
clinically  benign  tumor  and  negative  x-ray  in  which 
cytology  correctly  diagnosed  cancer.  There  was  one 
false-positive  — the  only  false-positive  in  the  series 
— which  occurred  in  a patient  with  fat  necrosis. 

Tumors  that  could  not  be  classified  as  either  clini- 
cally suspicious  or  clinically  benign  — either  due  to 
lack  of  information  in  the  record  or  because  the 
physician  felt  undecided  — are  reviewed  in  T able  4. 
All  smears  read  as  either  benign  or  malignant  were 
correct.  In  two  instances  in  each  case,  the  mam- 
mogram report  was  misleading.  Two  aspirations  re- 
ported as  suspicious  were  both  found  to  be  from 
benign  tumors. 


Comment 

It  has  been  shown  in  medical  centers  throughout 
the  world  where  large  series  of  aspiration  biopsies 
have  been  performed,  that  this  is  a reliable  method 
of  diagnosing  most  solid  tumors  of  the  breast.  Hos- 
pitals reporting  smaller  series  and  short-term  ex- 
perience also  find  this  to  be  a valuable  and  safe  diag- 
nostic procedure.  However,  it  requires  proper  as- 
piration and  staining  technique  and  a cytopatholo- 
gist  with  experience  and  interest  in  the  project  to 
make  it  work.  This  procedure  yields  several  bene- 
fits. It  may  be  used  for  rapid  outpatient  diagnosis  — 
within  one  hour  — although  we  have  not  utilized  it 
in  this  manner.  It  is  so  simple  and  quick,  and  free  of 
significant  discomfort  that  it  can  be  used  freely.  If 
this  aspiration  yields  fluid,  with  complete  disappear- 
ance of  the  mass,  surgery  is  avoided  and  the  patient 
can  be  followed  safely.  If  the  mass  is  solid,  an  as- 
piration biopsy  can  be  obtained  at  that  time  to  aid  in 
diagnosis.  If  the  smear  is  positive,  the  patient  enters 
the  hospital  well  prepared  for  definitive  surgery. 
Today  there  is  significant  difference  of  opinion  as  to 
the  best  method  of  treating  any  particular  malignant 
breast  tumor.  With  "informed  consent”  a most  im- 
portant philosophy  in  modern  medicine,  some  pa- 


Aspiration  Biopsy  or  Soi  id  Breasi  Masses 
Maine  Medical  Center  — 1973-1974 


Clinically  Malignant  — 35 

Clinically  Benign  — 43 

Clinically  Uncertain  — 22 

Total  100 


Table  2 

Clinically  Malignant  Tumors  — 35 


Cytology  positive 
Cytology  negative 
Cytology  suspicious 
Cytology  unsatisfactory 

4 aspirations  in  3 pts.  — fa 
3 aspirations  gave  correct 


19  — all  malignant 

(3  with  neg.  x-rays) 

7 — 3 benign 

4 malignant  (3  pts) 

2 — all  malignant 

(all  positive  x-rays) 

7 — 4 malignant 

(2  repeat  positive  smears) 
3 benign 

( 1 positive  x-ray) 
se-neg. 

x when  x-ray  gave  false-neg. 


Table  3 

Clinically  Benign  Tumors  — 43 

Cytology  positive  2 — 1 malignant  — neg.  x-ray 

I benign  — fat  necrosis 
Cytology  negative  27  — all  benign 

(2  positive  x-rays) 

Cytology  unsatisfactory  14  — all  benign 

(1  positive  x-ray) 

I correct  dx  in  face  of  clinical  and  x-ray  false-neg. 

1 false-positive. 


Table  4 


Clinically  Uncertain  Tumors  — 22 


Cytology  positive 

Cytology  negative 

Cytology  suspicious 
Cytology  unsatisfactory 


7 — all  malignant 
(2  neg.  x-rays) 

11  — ail  benign 

(2  with  positive  x-rays) 
2 — both  benign 
2 — both  negative 


tients  will  want  the  opportunity  to  discuss  with  their 
physician  alternate  methods  of  therapy  before  they 
undergo  anesthesia.  In  instances  where  the  mass  is 
clinically  malignant  and  mammography  and  aspira- 
tion biopsy  confirm  this  suspicion,  the  surgeon  has 
the  opportunity  to  proceed  without  frozen  section 
biopsy,  thus  saving  one-half  hour  of  operating  room 
and  anesthesia  time  at  a savings  at  this  hospital  of 
almost  $100  and  avoiding  a fresh  incision  in  the  field 
with  its  tumor  seeding  potential  and  requirements 
for  double  prepping,  draping,  etc.  There  are  also  the 
minor  advantages  of  better  planning  of  operating 
room  time,  surgeons  time  and  arrangement  for  sur- 
gical assistant.  This  is  not  to  say  that  surgeons  would 
proceed  thus  in  every  case,  but  we  have  in  several 
instances  and  centers  w ith  greater  experience  do  it 
routinely. 
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Table  5 

1st  yr.  21  cases  — one  MD 
1/21  false-neg. 

0/21  false-pos. 

2 yrs.  100  cases  — 17  MD's 
4 false-neg. 

1 false-pos. 


A smear  called  unsatisfactory  should  be  consid- 
ered as  “no  test"  and  repeated.  Proper  aspiration 
technique  will  minimize  the  number  in  this  category, 
which  means  that  there  are  not  enough  mammary 
cells  in  the  smear  to  give  an  impression.  These 
should  not  be  called  “negative”  by  thecytopatholo- 
gist.  A negative  report  should  never  be  a reason  for 
not  doing  a biopsy  on  a lesion  that  normally  should 
be  biopsied. 

Summary 

Experience  with  100  cases  of  small  bore  needle 
aspiration  biopsy  of  solid  breast  tumors  over  a two- 
year  period  at  Maine  Medical  Center  has  been  pre- 
sented. There  were  4%  false-negatives  and  \%  false- 
positive as  noted  in  Table  5.  There  were  several  in- 
stances where  aspiration  biopsy  correctly  diag- 


nosed tumors  with  misleading  mammogram  reports 
or  clinical  impressions. 
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SOFT  TISSUE  SARCOMA  — SOME  OBSERVATIONS  ON  DIAGNOSIS  AND  TREATMENT 

Continued  from  Page  93 


6.  A well  differentiated  tumor  will  respond  more 
favorably  with  a lower  incidence  of  metastases 
than  a poorly  differentiated  tumor. 

7.  Early  inadequate  excision  increases  the  in- 
cidence of  local  recurrence  and  reduces  by  ap- 
proximately 50  percent  the  chance  of  cure. 

8.  Radiation  therapy  is  offering  an  increasingly 
important  adjunct  to  surgery  as  an  alternative 
therapy  to  avoid  major  amputations  in  more 
distal  lesions. 

9.  Chemotherapy  at  present  remains  ineffective 
in  the  management  of  primary  soft  tissue  sar- 
comas in  adults. 


References 

1.  Stout,  A.  P.:  Sarcomas  of  the  soft  tissues.  American  Cancer 
Society,  Inc..  New  York,  1961. 

2.  Gaillard.  Wendell,  et  al:  Diagnosis  and  management  of  soft 
tissue  sarcomas.  American  Surgeon.  Vol.  11.  page  60. 
January  1974. 

3.  Pack.G.  T.  and  Ariel,  1.  M.:  Tumors  of  soft  somatic  tissues. 
New  York.  Harper  and  Row  1958. 

4.  Pories,  W.  J.:  Soft  tissue  sarcomas,  clinical  oncology.  Uni- 
versity of  Rochester  1974,  fourth  edition. 

5.  Ackerman,  L.  V.  and  del  Regato.  J.  A.:  Cancer  diagnosis, 
treatment  and  prognosis.  St.  Louis:  C.  V.  Mosby  Co.,  1970. 
Fourth  edition. 

6.  Suit,  A.  D..  Russell.  W.O.  and  Martin.  R.G.:  Management  of 
patients  with  sarcoma  of  soft  tissue  in  an  extremity.  Cancer 
31:  1247-1255,  1973. 

7 Bramhall  Street.  Portland.  Maine  04102 


V6 


THE  JOURNAL  OF  THE  MAINE  MEDIC  At  ASSOCIATION 


Unorthodox  Radiotherapy  in  Advanced 
Neoplasms  of  the  Head  and  Neck 

J.  Howard  Hannemann,  M.D.* 


Neoplasms  of  the  head  and  neck  account  fora  sig- 
nificant and  important  fraction  of  all  tumors  seen  in 
the  day-to-day  practice  of  radiation  therapy.  By  and 
large,  ionizing  radiation  has  proven  most  useful  in 
the  definitive  management  of  early  lesions  and  the 
palliation  of  advanced  ones.  Since  the  advent  of 
supervoltage  equipment,  sound  techniques  have 
evolved  to  successfully  treat  a large  percentage  of 
early  neoplasms.  Unfortunately,  satisfactory  pal- 
liation of  advanced  tumors  remains  difficult  and 
permanent  local  control  is  seldom  achieved  in  these 
patients.  Orthodox  radiotherapy  delivered  at  the 
rate  of  900-1000  rads  per  week  frequently  proves 
incapable  of  coping  with  the  massive  clinical  prob- 
lems presented  by  patients  with  advanced  malig- 
nancies of  the  head  and  neck  and  palliative  goals 
often  remain  unachieved.  Furthermore,  these  large- 
ly unsuccessful  efforts  result  in  the  expenditure  of 
more  time  and  money  than  is  consistent  with  the 
ultimate  prognosis  of  these  patients. 

In  hopes  of  overcoming  one  or  more  of  the  prob- 
lems associated  with  the  palliation  of  advanced  head 
and  neck  malignancies,  a treatment  protocol  was 
designed  to  take  advantage  of  recent  radiobiologic 
observations  made  by  Elkind  and  others.  In  es- 
sence. this  protocol  involves  the  delivery  of  three 
distinct  therapeutic  fractions  over  a period  of  ap- 
proximately nine  weeks.  This  ‘‘8-4-4”  protocol  de- 
rives its  name  from  the  fact  that  the  first  fraction  of 
treatment  is  administered  on  three  consecutive  days 
and  results  in  the  delivery  of  800.  400  and  400  rads 
on  these  three  successive  days.  Thereafter  a recess 
of  three  weeks  is  observed  and  the  patient  is  re- 
evaluated. If  the  response  to  the  initial  fraction  of 
treatment  seems  to  have  been  satisfactory,  a second 
course  of  therapy  ensues  during  which  2000  rads 
are  delivered  in  daily  doses  of  400  rads  on  five  con- 
secutive days.  A second  three-week  recess  is  ob- 
served before  evaluating  the  patient  for  a final  frac- 
tion oftreatment.  If  undertaken,  this  final  fraction  of 
therapy  results  in  the  delivery  of  from  1600-2000 
rads  in  four  to  five  treatment  days,  again  in  doses  of 
400  rads  daily.  The  selection  of  the  final  dose  level 
is  dependent  upon  the  factors  to  be  discussed  below. 

Materials  and  Methods 

Between  October  197 1 and  April  1974.  this  proto- 


*Southern  Maine  Radiation  Therapy  Institute.  Maine  Medical 
Center.  Portland.  Maine  04102. 


Table  I 


Prim  un  Si  n s 

T ongue 

12 

Larynx 

9 

Tonsil 

5 

Hypopharynx 

3 

Nasopharynx 

2 

Floor  of  Mouth 

2 

Buccal  Mucosa,  Gingiva.  Nasal  Cavity. 
Esophagus  and  Mandible 

1 each 

Neck.  Primary  Site  Undetermined 

10  cases 

Total 

48  cases 

Table  2 
Histology 


Squamous  Cell  Carcinoma  42 

Lymphoma  3 

Melanoma  I 

Myeloma  1 

Unclassified  I 


Table  3 


Extent 

or  Disease  (UICC) 

T, 

T 2 

Tumor 

Tn 

T4 

Tx 

0 

0 

13 

19 

16 

No 

N, 

Nodes 

N2 

N3 

13 

7 

3 

25 

col  was  employed  in  48  patients  with  advanced 
malignancies  of  the  head  and  neck.  This  communi- 
cation is  concerned  w ith  the  results  of  that  under- 
taking to  date.  The  treatment  population  was  com- 
posed of  30  men  ranging  in  age  from  28-98  years 
(average  65.0  years)  and  18  females  with  an  age 
range  from  57-93  years  (average  76.2).  Table  I lists 
the  primary  tumor  site  which  could  be  identified  in 
most  instances.  In  10  cases,  the  disease  presented 
in  cervical  lymph  nodes  without  a clinically  identifi- 
able primary  lesion.  Histologic  verification  of  malig- 
nancy was  obtained  in  all  cases. 

The  majority  of  these  tumors  were  squamous 
cell  carcinomas:  however,  as  noted  inTable  2.  there 
were  three  lymphomas,  one  melanoma,  one  mye- 
loma. and  one  neoplasm  which  at  the  time  of  diag- 
nosis remained  unclassified.  At  autopsy,  this  latter 
tumor  proved  to  be  a metastatic  rhabdomyosarcoma 
of  the  heart. 

The  advanced  stage  of  these  tumors  can  be  appre- 
ciated by  study  ofTable  3 which  outlines  the  extent 
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MEDI-SCAN  Q&A 


What’s  wrong  with  this  "patient”? 


Supplementary 
Vitamins  in  Chronic 
Disease  Therapy 


NOTE: 

a variety  of  typical  diagnostic 
signs  from  three  patients  are 
combined 


Diet,  alone  or  in  association  with  oral  hypo- 
glycemics  or  insulin,  can  usually  lower  blood 
sugar.  But  high  blood  sugar  is  only  part  of 
the  diabetic  patient’s  problem.  Because  if  he 
fails  to  adhere  to  the  prescribed  diet  and 
limits  his  diet  too  strictly,  vitamin  deficiency 
may  result.  In  fact,  any  patient  with  chronic- 
disease,  poor  diet  and  insufficient  appetite 
including  the  geriatric  patient—  may  be 
heir  to  vitamin  deficiency. 

Therapeutic  Berocca  Tablets,  when 
indicated, can  supplement  inadequate  die- 
tary supplies  of  essential  B-complex  and  C 
vitamins  in  prolonged  or  wasting  diseases. 
The  500  mg  vitamin  C in  each  tablet  can 
help  make  certain  the  patient  is  getting  an 
adequate  supply  of  this  agent,  a substance 
involved  in  tissue  repair  and  collagen 
formation,  among  other  actions. 


When  nutritional 
supplementation  is  indicated 
in  chronic  disease 

BEROCCAaj  is 

PY 


vitamin  B-complex  and  500  mg  vitamin  C 
Virtually  no  aftertaste  or  unpleasant  odor 
Low  priced  Rx  formula 

* Diagnosis  appears  on  next  page. 

Please  see  next  page  tor  a summary  of 
product  information. 


DIAGNOSIS:  Certain  manifesta- 
tions of  diabetes  mellitus  are 
revealed  in  these  photographs: 

(A)  fundus  shows  neovasculariza- 
tion and  marked  retinal  scarring 
(male,  age  23):  ( B)  biopsy  of  kidney 
shows  early  diabetic  intercapillary 
glomerulosclerosis  ( male,  age  35): 

(C)  photos  1 & 2 show  edema  and 
loss  of  the  plantar  arch  ( female, 
age  59);  ( D)  lateral  x-ray  (same 
patient)  shows  dropped  arch  and 
hypertrophic  and  destructive 
changes  of  tarsal  and  metatarsal 
joints  (Charcot's  arthropathy): 

(E)  AP  confirms  hypertrophic  and 
destructive  changes  in  ( D ). 

Please  see  complete  product  information, 
a summary  of  which  follows: 

Each  Berocca  Tablet  contains: 

Thiamine  mononitrate 
( Vitamin  B] ) 

Riboflavin  ( Vitamin  Bo ) 

Pvridoxine  HC1  (Vitamin  B6) 
Niacinamide 
Calcium  pantothenate 
Cyanocobalamin  (Vitamin  B i -2 ) 5 meg 

Folic  acid  0.5  mg 

Ascorbic  acid  ( Vitamin  C ) 500  mg 

Indications:  Nutritional  supplemen- 
tation in  conditions  in  which  water- 
soluble  vitamins  are  required 
prophylaetically  or  therapeutically. 
Warning:  Not  intended  for  treatment 
of  pernicious  anemia  or  other  primary 
or  secondary  anemias.  Neurologic 
involvement  may  develop  or  pro- 
gress. despite  temporary  remission 
of  anemia,  in  patients  with  perni- 
cious anemia  who  receive  more  than 
0.1  mg  of  folic  acid  per  day  and  who 
are  inadequately  treated  with 
vitamin  B12. 

Dosage:  1 or  2 tablets  daily,  as  indi- 
cated by  clinical  need. 

Available:  In  bottles  of  100. 

ROCHE  LABORATORIES 
Division  of  Hoffmann-La Roche  Inc 
Nutley  New  Jersey  07110 


15  mg 
15  mg 
5 mg 
100  mg 
20  mg 


of  disease  according  to  the  IUCC  Classification.  In 
all  32  instances,  w here  the  primary  tumor  was  amen- 
able to  classification,  it  was  placed  in  either  cate- 
gory H (13  cases)  or  14(19  cases).  The  primary 
tumor  could  not  be  identified,  had  been  previously 
excised,  or  was  not  subject  to  legitimate  classifica- 
tion in  the  remaining  16  cases  which  were  conse- 
quently categorized  Tx.  Disease  in  cervical  lymph 
nodes  was  present  in  35  cases.  This  disease  which 
was  usually  advanced,  represented  the  sole  indica- 
tion for  treatment  in  12  of  the  16  cases  whose  pri- 
mary neoplasms  had  been  staged  Tx.  Therapy  was 
primarily  palliative  in  each  case.  Radical  dose  levels 
were  selected  in  some  instances  w hen  re-evaluation 
following  one  of  more  fractions  of  therapy  suggest- 
ed that  a change  in  treatment  objective  would  be  ap- 
propriate or  beneficial  to  the  patient.  As  a result,  a 
spectrum  of  final  treatment  plans  was  generated.  In 
every  case,  therapy  was  initiated  with  the  delivery 
of  800.  400  and  400  rads  on  three  consecutive  days. 

I en  of  the  48  patients  received  no  treatment  be- 
yond the  initial  fraction  for  a variety  of  reasons. 
Four  patients  died  during  the  three-week  recess. 
Three  enjoyed  regression  of  their  neoplasms  during 
the  recess  but  were  judged  to  be  moribund  at  the 
time  of  re-assessment.  One  elderly  patient  with  lym- 
phoma was  deemed  to  have  benefited  sufficiently 
from  the  first  fraction  of  therapy  as  to  make  fur- 
ther treatment  unnecessary.  One  patient  refused 
further  treatment  and  died  of  her  neoplasm  1 1 
months  later  and  one  underwent  successful  surgi- 
cal resection  of  what  had  previously  been  massive 
local  disease  in  the  neck.  Thirty-eight  of  the  48  pa- 
tients were  judged  to  have  responded  satisfactorily 
and  accordingly  were  treated  with  the  second  treat- 
ment fraction  as  previously  outlined.  Twenty  of 
these  38  were  withdrawn  from  the  protocol  after 
fraction  number  2.  Twelve  of  the  20  had  persistent 
disease  judged  unlikely  to  be  controlled  by  treat- 
ment fraction  number  3.  six  responded  well  enough 
to  be  judged  candidates  for  curative  surgical  re- 
section. one  patient  was  judged  medically  unfit  for 
the  attendant  morbidity  of  radical  radiation  therapy 
and  one  patient  was  lost  to  follow  up  during  the 
second  recess.  The  remaining  18  patients  received 
treatment  fraction  number  3. 

All  patients  were  treated  with  cobalt-60  at  a 
source  to  skin  distance  of  70  cm.  In  most  instances, 
parallel  opposed  portals  were  used  although  in  dis- 
tinctly unilateral  disease  (cervical  adenopathy, 
tonsil,  lateral  buccal  mucosa  and  so  forth)  the  initial 
treatment  fraction  was  frequently  delivered  through 
a single  lateral  portal  on  the  side  of  the  tumor.  The 
treatment  dose  was  then  calculated  to  the  most 
medial  extent  of  clinical  disease. 

Results 

The  response  to  treatment  was  recorded  for  both 


Table  4 


local  (primary)  and  regional  (metastatic)  disease. 
This  judgment  was  rendered  at  the  time  the  patient 
either  completed  and  responded  to  all  three  frac- 
tions of  treatment  or  was  withdrawn  from  the  treat- 
ment protocol  for  the  reasons  previously  described. 
The  responses  were  scored  on  a scale  from  0-  + 4. 
An  excellent  response  (+4)  was  one  which  resulted 
in  the  disappearance  of  more  than  80%  of  the  clini- 
cally apparent  neoplasm.  A good  result  ( + 3) 
achieved  50-80%  regression,  a fair  one  ( + 2)  resulted 
in  a 25-50%  regression  and  poor  results  (+  1 ) realized 
less  than  25%  tumor  regression.  No  response  (0) 
was  scored  in  those  tumors  which  failed  to  regress 
or,  indeed,  enlarged  following  treatment.  Responses 
were  generally,  although  not  exclusively,  dose  re- 
lated. Good  early  responses  were  frequently  asso- 
ciated with  good  long-term  results  while  the  con- 
verse was  also  true. 

The  response  of  clinical  disease  to  treatment  is 
outlined  in  Table  4.  Thirty-five  patients  had  local 
and/or  primary  disease  which  could  be  clinically 
assessed.  Twenty-three  of  these  enjoyed  a good  or 
excellent  response  to  treatment  (66%)  and  displayed 
regression  of  50%  or  more  of  the  clinically  evident 
tumor.  Sixteen  of  the  35  (46%)  were  judged  to  have 
responded  in  an  excellent  fashion  with  regression 
of  more  than  80%  of  the  tumor. 

Similarly,  35  patients  had  local  and/or  nodal  dis- 
ease which  could  be  assessed.  As  anticipated,  re- 
gional disease  proved  to  be  somewhat  more  difficult 
to  control  than  did  local  or  primary  disease.  Four- 
teen of  the  35  patients  or  40%  enjoyed  regression 
of  50%  or  more  of  their  metastatic  tumors.  Ten  of 
these  35  patients  (29%)  who  exhibited  a significant 
response  to  treatment  did  so  in  a relatively  spectacu- 
lar fashion  with  regression  of  over  80%  of  their  neo- 
plasms. 

Follow-up  studies  are  available  on  47  of  the  48  pa- 
tients. In  all  cases,  the  elapsed  time  since  the  con- 
clusion of  radiotherapy  has  been  at  least  three 
months,  a period  of  time  judged  consistent  with  the 
determination  of  palliative  results.  Present  patient 
status  is  displayed  in  Table  5.  Twenty-two  of  the  48 
patients  have  died  of  their  disease.  Nine  more  sur- 
vive with  active  disease  3-12  months  after  the  con- 
clusion of  treatment.  Six  of  the  22  patients  who  are 
dead  were  among  those  who  exhibited  good  or  ex- 
cellent responses  to  treatment  of  their  local  or  re- 
gional disease.  These  six  patients  died  without 
symptomatic  local  neoplasm  and  were  judged  to 
have  benefited  significantly  from  therapy.  Of  the 
nine  patients  who  survive  with  active  neoplasm, 
local  or  regional  disease  is  either  asymptomatic  or 
inapparent  in  six,  who  are  also  judged  to  have  bene- 
fited from  treatment.  Sixteen  patients  are  presently 
living  without  clinical  evidence  of  active  disease. 
Thirteen  of  these  disease-free  survivors  were  treat- 
ed with  radiation  therapy  alone  while  three  bene- 


Response  to  Treatment 

0 +1  +2 

+ 3 

+4 

Lost 

to 

Primary  Disease 

2 2 7 

7 

16 

F.U. 

1 

Nodal  Disease 

6 4 11 

4 

10 
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Results  of  Treatment 

Dead 

3 mos.  after  R.T. 

Over  3 mos. 

15 

7 

Alive 

With  Disease  3-12  mos. 

Without  Disease 

After  R.T. 

9 

16 

3-6  mos. 

Over  6 mos. 

10 

6 

Lost  to  Follow  Up 
1 

fited  from  radiation  therapy  plus  adjunctive  surgery. 
In  ten  of  these  16,  the  elapsed  time  since  the  con- 
clusion of  radiotherapy  has  been  3-6  months.  The 
remaining  six  are  clinically  free  of  disease  at  inter- 
vals ranging  from  6-19  months  after  the  conclusion 
of  treatment.  Whatever  the  subsequent  course  of 
disease  in  these  16  cases,  the  palliative  result  must 
be  considered  excellent.  Thus,  in  the  overall  patient 
population,  28  of  48  or  approximately  58%  respond- 
ed in  a good  or  excellent  manner  to  palliative  at- 
tempts to  control  local  neoplasm.  Although  long- 
term results  cannot  yet  be  assessed,  it  is  not  un- 
reasonable to  believe  that  several  of  these  16  dis- 
ease-free survivors  will  prove  to  have  been  cured  by 
this  treatment  modality. 

In  addition  to  an  exceptionally  high  response 
rate,  other  advantages  of  this  protocol  became  ap- 
parent during  the  course  of  treatment.  Patient  mor- 
bidity was  judged  to  be  significantly  less  than  with 
orthodox  radiation  delivered  at  a rate  of  approxi- 
mately 1000  rads  weekly  for  5-7  weeks.  During 
treatment  with  this  protocol,  the  typical  patient  de- 
veloped a brisk  radiation  mucositis  7-10  days  after 
each  treatment  fraction.  This  mucositis  remained 
symptomatic  for  3-5  days  but  then  subsided  rapidly 
and  was  generally  inapparent  at  the  end  of  the  three- 
week  recess.  Furthermore,  compression  of  a rad- 
ical course  of  radiotherapy  into  13  treatment  days, 
rather  than  the  30-35  days  consumed  during  ortho- 
dox fractionation,  usually  results  in  diminished  fi- 
nancial and  domestic  burdens  on  the  patient.  It  al- 
lows him  to  utilize  his  most  precious  commodity, 
time,  in  a fashion  more  consonant  with  satisfaction 
than  are  daily  trips  to  and  from  a busy  cancer  center. 

Discussion 

The  successful  control  of  advanced  neoplasms 


100 


THE  JOVRNAl  Ol  THE  MAINE  MEDICAL  ASSOCIATION 


requires  unique  radiobiologic  effects  which  are  not 
necessary  in  the  treatment  of  less  advanced  lesions. 
Elkind  has  proposed  a stratagem  for  maximizing  the 
effect  of  supervoltage  irradiation  by  changing  frac- 
tion sizes  and  intervals  and  by  exploiting  enhanced 
re-oxygenation  of  the  tumor.  The  treatment  proto- 
col outlined  above  was  developed  upon  this  strata- 
gem. 

Most  large  tumors  and  many  small  ones  contain 
significant  populations  of  hypoxic  cells  which  are 
located  centrally  as  the  tumor  outgrows  its  blood 
supply  in  peripheral  expansion.  The  actively  grow- 
ing periphery  or  “rind"  of  the  neoplasm  can  be 
visualized  as  containing  most  of  the  well-oxygen- 
ated tumor  cell  population.  By  virtue  of  its  oxic  con- 
dition. this  “rind"  is  more  sensitive  than  is  the  inte- 
rior hypoxic  cell  population.  The  delivery  of  the  ini- 
tial I6(X)  rads  of  treatment  is  designed  to  maximize 
cell  destruction  while  minimizing  the  effects  of  the 
repair  of  sublethal  damage.  Following  the  initial 
treatment  fraction,  the  tumor  “rind”  as  well  as  some 
of  the  adjacent  substrata  are  destroyed.  The  three- 
week  recess  provides  time  for  the  elimination  of 
this  cellular  debris  and  allows  the  underlying,  pre- 
viously anoxic  tumor  cell  population  to  acquire  a 
blood  supply  and  thereby  convert  cells  to  an  oxic 
and  radiosensitive  condition.  Thereupon  follows 
the  second  treatment  fraction.  It  is  of  empiric  design 
but  with  similar  theoretical  mechanisms.  After  a 
second  rest  period,  a third  and  final  fraction  of  treat- 
ment approaches  the  limits  of  normal  tissue  tole- 
rance. These  parameters  of  normal  tissue  tolerance 
provide  the  framework  in  which  this  or  any  similar 
investigational  protocol  must  operate.  The  work  of 
Ellis  and  Dixon  has  established  the  concept  of  nomi- 
nal standard  dose  (rets)  and  its  application  of  frac- 
tionated radiotherapy.  Tables  for  the  calculation  of 
nominal  standard  dose  as  delivered  in  unorthodox 
treatment  fractions  have  recently  been  published. 
Using  these  tables,  we  see  that  the  present  protocol 
results  in  the  delivery  of  1020  rets  for  fraction  one 
alone  and  1565  rets  for  fractions  number  I and  2. 
The  total  dose  following  fraction  number  3 depends 
upon  which  of  the  two  dosage  options  is  employed. 
Early  in  this  study  the  standard  concluding  fraction 
consisted  of  2000  rads  in  five  treatment  days.  This 
results  in  the  delivery  of  2057  total  rets.  Our  two 
serious  complications  were  noted  in  patients  sub- 
jected to  this  treatment  program. 

After  the  availability  of  more  sophisticated 
methods  for  computing  nominal  standard  dose, 
therapy  was  usually  concluded  with  a dose  of  1600 
rads  in  four  treatment  days.  This  plan  results  in  the 
delivery  of  1 935  total  rets  and  has  been  unmarked  to 
date  by  serious  complications  or  morbidity.  An  ad- 
ditional factor  which  seems  to  influence  the  compli- 
cation and  morbidity  rate  is  the  tissue  volume  fac- 
tor. In  both  patients  who  exhibited  serious  post 


radiation  sequelae,  the  tissue  volume  included  dur- 
ing the  delivery  of  the  entire  dose  of  2057  rets  ex- 
ceeded 1000ccs.(l0x  10  x 10).  In  all  those  patients 
who  tolerated  the  dose  of  2057  rets  without  the 
development  of  sequelae,  the  tissue  volume  in  ques- 
tion was  substantially  less  than  1000  ccs. 

Serious  complications  developed  in  two  patients 
as  the  result  of  treatment.  One  patient  with  a mas- 
sive carcinoma  of  the  buccal  mucosa,  which  also 
involved  the  adjacent  gingiva,  palate,  floor  of 
mouth,  tonsil  and  tonsillar  fossa,  developed  osteo- 
radionecrosis of  the  mandible  eight  months  after  the 
conclusion  of  treatment.  This  complication  re- 
sponded symptomatically  for  a brief  period  of  time 
to  tetracycline  antibiotics,  but  eventually  required 
definitive  management  by  block  excision  of  the 
necrotic  bone.  After  a prolonged  surgical  convales- 
cence, the  patient  remains  alive  without  evidence 
of  disease  19  months  follow  ing  treatment.  Another 
patient  with  a massive  carcinoma  of  the  tonsil  de- 
veloped a similar  bony  complication  which  was  as- 
sociated with  local  soft  tissue  necrosis  at  the  tumor 
site.  This  complication  developed  six  months  after 
treatment  and  failed  to  respond  to  conservative 
therapeutic  measures.  Subsequent  excision  of 
necrotic  soft  tissue  in  and  around  the  tonsillar  fossa 
disclosed  within  the  necrotic  tissue  many  nests  of 
viable  squamous  cell  carcinoma. 

This  investigational  protocol,  employed  until 
recently  only  in  patients  with  far  advanced  malig- 
nancies, was  designed  to  take  maximum  clinical 
advantage  of  theoretical  and  experimental  radio- 
biologic observations.  Since  the  inception  of  this  in- 
vestigation. more  sophisticated  alterations  in  frac- 
tion size  and  fractionation  intervals  have  been  sug- 
gested. While  the  results  of  the  present  protocol 
have  been  encouraging,  it  serves  best  as  a proto- 
type for  the  development  of  more  refined  and  effec- 
tive treatment  programs  which  might,  in  the  future, 
be  employed  with  curative  as  well  as  palliative  in- 
tent in  a variety  of  tumor  types. 

Summary 

Forty-eight  advanced  neoplasms  of  the  head  and 
neck  were  subjected  to  radiation  therapy  of  un- 
orthodox fraction  sizes  and  fractionation  intervals. 
The  overall  response  rate  of  local  and  regional  dis- 
ease was  observed  to  be  considerably  higher  than 
had  been  anticipated.  Additional  clinical  studies 
based  on  recent  radiobiologic  observations  and 
utilizing  unorthodox  treatment  protocols  seem  war- 
ranted. 
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Carcinoembryonic  Antigen 

Hugh  H.  Johnston,  M.D.* 


Carcinoembryonic  antigen  (CEA)  was  first  char- 
acterized by  Gold  and  associates  in  Montreal  ten 
years  ago.  The  term  CEA  was  coined  because  the 
compound  was  initially  found  in  extracts  of  carci- 
noma of  the  colon  as  well  as  in  the  intestine,  liver, 
and  pancreas  of  normal  fetuses  if  taken  within  the 
first  two  trimesters  of  pregnancy.  It  represents 
another  of  the  group  of  tumor  antigens  which  now 
includes  some  cervical  cancers,  melanomas,  sar- 
comas, breast  tumors,  nasopharyngeal  tumors, 
hepatic  tumors,  and  several  types  of  chemically  or 
virus  induced  tumors. 

The  compound  is  a glycoprotein  with  a molecular 
weight  of  150,000  to  200,000.  It  migrates  as  a beta- 
globulin  on  immunoelectrophoresis.  It  resists  boil- 
ing up  to  40  minutes,  is  non-lipidic  in  nature,  and  has 
no  enzyme  activity.  The  compound  has  a protein 
content  of  25-50%,  hexose  content  of  25%,  and  con- 
tains fucose  which  is  not  present  in  normal  colonic 
tissue.  It  presumably  lacks  the  N-acetyl-galactosa- 
mine  which  is  the  specific  blood  group  A marker. 
Its  relationship  to  blood  groups  is  not  totally  clear  at 
this  point,  however. 

CEA  has  been  localized  in  the  glycocalyx  of  the 
gastrointestinal  tract.  The  glycocalyx  is  a muco- 
protein  on  the  surface  of  the  gastrointestinal  mu- 
cosal cells  which  exerts  a protective  function.  When 
there  is  a breakdown  of  the  basement  membrane, 
the  CEA  enters  lymphatic  and  vascular  channels 
and  becomes  measurable  in  the  peripheral  blood. 

Elevated  CEA  levels  were  initially  thought  to  be 
associated  primarily  with  carcinoma  of  the  colon. 
Table  1 shows  the  association  of  elevated  (greater 
than  2.5  ng/ml)  or  highly  elevated  (greater  than  5.0 
ng/ml)  levels  of  CEA  found  in  various  malignant 
states.  It  is  apparent  from  this  table  that  CEA  levels 
do  not  specifically  denote  any  single  type  of  cancer. 
Table  2 is  a compilation  of  CEA  levels  in  non-malig- 
nant  disease.  It  is  apparent  from  this  table  that  CEA 
can  be  found  in  a host  of  diseases  whose  common 
denominator  would  seem  to  be  the  presence  of  in- 
flammation. In  addition  to  the  above,  CEA  levels 
have  been  shown  to  be  elevated  in  smokers  with 
no  evidence  of  malignancy.  Those  patients  who 
had  stopped  smoking  would  seem  to  have  a drop  in 
their  CEA  titers  (Table  3). 

From  the  above  tables,  it  is  apparent  that  mea- 
surement of  CEA  is  not  specific  for  tumor.  It  is  for 
this  reason  that  it  has  not  been  promoted  as  a diag- 
nostic aid  for  cancer.  It  can  serve  as  a valuable  ad- 
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Table  I 

Percent  of  Patients  with  Elevated 
CEA  Levels  in  Various  Malignant  Diseases 


CEA  Titer 


Elevated 

Highly  Elevated 

>2.5  nglml 

>5.0  ng/ml 

Entodermal  Tumors: 

Colorectal 

72% 

49% 

Pulmonary 

76 

51 

Gastric 

61 

29 

Pancreatic 

91 

60 

N onentodermal  Carcinomas: 

Breast 

47 

27 

Head  & Neck 

51 

19 

Noncarcinoma  Malignancies: 

Leukemias 

25 

13 

Lymphoma 

35 

11 

Sarcoma 

32 

5 

Table  2 


Percent  of  Patients  with  Elevated  Levels  of  CEA 
in  Nonmalignant  Disease 


CEA 

Titer 

>2.5  nglml 

>5.0  nglml 

Emphysema 

57% 

20% 

Alcoholic  Cirrhosis 

71 

27 

Ulcerative  Colitis 

31 

13 

Regional  Ileitis 

40 

13 

Granulomatous  Colitis 

48 

20 

Gastric  Ulcer 

45 

16 

Duodenal  Ulcer 

30 

8 

Rectal  Polyps 

19 

4 

Diverticulitis 

28 

7 

Table  3 

CEA  Levels  in  Noncancer  Patients 

CEA 

Titer 

Healthy  Volunteers: 

>2.5  nglml 

>5.0  nglml 

Nonsmokers  (892) 

3.0% 

0% 

Smokers  (620) 

19.0 

4.0 

Former  smokers  (235) 

7.0 

2.0 

junct  in  long-range  management  of  patients.  Those 
individuals  with  histologically  proven  cancer  that 
have  elevated  CEA  levels  may  show  a significant 
drop  in  their  CEA  levels  subsequent  to  successful 
removal  of  the  tumor  or  successful  chemotherapy. 
It  is  thought  that  a recrudescence  of  tumor  activity 
may  be  associated  with  a reappearance  of  elevated 
CEA  levels.  It  is  important  not  to  assign  this  type 
of  interpretation  to  samples  taken  within  30  days 
post-surgery,  however.  There  may  be  a transient 
elevation  of  levels  following  manipulation  of  tumor 
at  the  time  of  surgical  extripation  of  the  lesion. 
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In  the  absence  of  primary  pancreatic  or  colorectal 
carcinoma,  titers  above  20  ng/ml  are  generally  as- 
sociated with  metastatic  disease.  It  is  not  obligatory 
that  metastatic  lesions  produce  levels  greater  than 
20.  but  the  highest  levels  that  have  been  seen  have 
generally  been  associated  with  metastases. 

When  used  in  the  proper  perspective,  as  a man- 
agement aid.  CEA  may  broaden  the  diagnostic  ar- 
mamentarium of  the  clinician  in  following  patients 
with  known  malignancies.  Its  primary  role  at  the 
present  time  would  seem  to  be  that  of  an  indicator  or 
marker  of  tumor  activity.  Because  of  its  association 
w ith  non-malignant  diseases  it  has  no  current  role  as 
a screening  test  for  cancer.  It  is  hoped  that  isolation 
of  more  specific  tumor  antigens  such  as  CEA,  or 


isolation  of  more  highly  purified  preparations  of 
CEA  itself  may  lead  to  development  of  a diagnostic 
screening  test  in  the  near  future. 
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Observations  on  the  Clinical  and  Pathologic 
Features  of  Myelofibrosis 

LOUIS  G.  BOVE,  M.D.*  and  JOSEPH  P.  FANNING,  M.D.** 


Myelofibrosis  is  a descriptive  term  of  a specific 
pathologic  process,  a process  which  is  now  easily 
witnessed  through  the  technique  of  percutaneous 
bone  marrow  biopsy.  Myelofibrosis  is  often  referred 
to  as  primary,  or  idiopathic  myelofibrosis,  or  sec- 
ondary. It  may  be  secondary  to  drug  toxicity,  i.e., 
benzene,  arsenic,  or  irradiation;  to  a chronic  infec- 
tion, i.e.,  tuberculosis;  or  to  metastatic  disease,  i.e., 
breast,  prostate,  lung  or  stomach.  Our  observations 
were  made  on  primary  or  idiopathic  myelofibrosis, 
which  is  most  often  associated  with  myeloid  meta- 
plasia, a state  of  extramedullary  hematopoiesis  and 
leukoerythroblastosis.  There  are  many  names  and 
terms  referring  to  similar  states,  these  terms  usually 
reflecting  that  aspect  of  the  disease  state  which  im- 
pressed the  author.1  We  favor  the  term  idiopathic 
myelofibrosis  or  myeloid  metaplasia,  myelofibrosis 
(MMM).  It  must  be  stressed  that  the  myeloid  meta- 
plasia is  not  a result  of,  or  dependent  on,  the  mye- 
lofibrosis or  vice  versa — each  being  a distinct  entity 
in  themselves.  Both  are  a manifestation  of  a stimu- 
lus to  the  primitive  multi-potential  mesenchymal 
cells.  The  classification  of  idiopathic  myelofibrosis 
would  therefore  seem  to  be  best  described  as  be- 
longing to  the  spectrum  of  myeloproliferative  dis- 
orders, a term  originally  coined  by  Dr.  Dame- 
sheck.2  This  term  has  not  been  accepted  by  all  be- 
cause of  the  associated  concept  of  transitions  within 
this  spectrum  from  one  disease  state  to  another.3 
Our  small  experience  favors  the  former  concept  of 
a myeloproliferative  disorder,  although  we  accept 
the  fact  as  further  knowledge  becomes  available  re- 
garding the  pathogenesis  of  these  states  that  we 
may  be  able  to  be  more  specific  regarding  disorders 
of  the  hematopoietic  tissue  and  the  term  myelopro- 
liferative would  be  inappropriate. 

We  have  been  impressed  with  the  frequency  of 
this  syndrome,  especially  when  compared  with 
other  more  well-known  myeloproliferative  dis- 
orders in  a general  hospital  such  as  the  Maine  Med- 
ical Center  (basically  still  a community  hospital,  al- 
though currently  about  lA  of  the  patients  are  referred 
from  outside  the  Greater  Portland  area).  In  the  18 
month  period  from  January  of  1973  through  June  of 
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Table  I 

Idiopathic  Myelofibrosis 
Symptoms  and  Physical  Findings  (14  Cases) 


WEAKNESS,  FATIGUE,  ETC.  13 

WEIGHT  LOSS  6 

PALLOR  8 

ABDOMINAL  MASS  8 

BLEEDING  MANIFESTATIONS  4 

SPLENOMEGALY  13 

HEPATOMEGALY  7 

PALLOR  10 

PETECHIAE  OR  ECCHYMOSIS  4 

SKIN  RASH  3 

LYMPHADENOPATHY  1 


Table  2 

Idiopathic  Myelofibrosis 
Laboratory  Findings  (14  Cases) 


ANEMIA  12 

RBC  MORPHOLOGY 

POIKILOCYTOSIS  WITH  TEAR-DROP  FORMS  12 

NUCLEATED  RBC  S 12 

WBC  (X  103) 

LEUKOPENIA  <4.8  5 

NORMAL  2 

LEUKOCYTOSIS  >10.8  7 

DIFFERENTIAL  COUNTS 
IMMATURITY  (LEFT  SHIFT. 

i.e.,  MYELOCYTES)  12 

BLAST  CELLS  9 

BASOPHILIA  >1%  4 

PLATELET  COUNTS 

THROMBOCYTOPENIA  < 150.000  7 

NORMAL  3 

THROMBOCYTOSIS  > 350,000  4 

MORPHOLOGY —GIANT  PLATELETS  10 

LEUKOCYTE  ALKALINE  PHOSPHATASE 
(10  STUDIES  DONE) 

ELEVATED  9 

NORMAL  1 


1974  there  have  been  14  new  cases  of  idiopathic 
myelofibrosis,  while  only  5 new  cases  of  polycy- 
themia vera  and  8 new  cases  of  chronic  myelogenous 
leukemia  in  the  same  period.  There  were  6 cases  of 
myeloproliferative  disorders,  type  unspecified.  For 
reference  there  were  18  new  cases  of  acute  mye- 
logenous leukemia.  For  contrast  there  were  19  cases 
of  pulmonary  tuberculosis,  16  cases  of  carcinoma 
of  the  pancreas  and  14  cases  of  sub-acute  bacterial 
endocarditis  in  the  same  period,  which  attests  to  the 
frequency  of  this  syndrome  as  a “not  uncommon" 
medical  diagnosis. 
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Fig.  1.  Smear  of  peripheral  blood  showing  considerable  variation  in  shape  of  red  blood  cells,  with  several  tear  drop  forms.  A giant 
platelet  is  present  in  the  center  of  the  field.  (Wright-Giemsa  Stain  X3200) 


Presenting  Symptoms  and 
Physical  Findings 

The  presenting  symptoms  of  our  patients  with 
idiopathic  myelofibrosis  are  outlined  in  Table  1. 
Symptoms  often  reflect  the  duration  of  the  disease. 
Some  patients  may  be  asymptomatic,  the  diagnosis 
being  suggested  after  a routine  history  and  physical 
examination.  In  our  small  experience,  only  two  pa- 
tients fell  into  the  latter  group,  while  all  the  others 
were  symptomatic  when  first  seen  with  complaints 
of  weakness,  fatigue,  weight  loss,  pallor  or  an  ab- 
dominal mass.  Two  patients  presented  with  rup- 
tured spleens. 

On  examination  all  of  the  patients  except  those 
two  who  presented  with  ruptured  spleens  appeared 
well,  and  not  necessarily  chronically  ill.  The  leading 
physical  finding  was.  as  it  is  in  most  large  series,,'4-‘i 
gross  splenomegaly.  Only  one  patient  did  not  pre- 
sent with  splenomegaly.  The  spleen  is  often  mark- 
edly enlarged,  and  this  gross  splenomegaly  in  an  ap- 
parently well  patient  is  the  most  significant  diagnos- 
tic clue  in  the  routine  physical  exam.  Other  findings 
on  physical  exam  are  listed  in  Table  1.  Although 
hepatomegaly  was  present  in  half  of  our  patients, 
the  liver  enlargement  was  not  of  the  degree  of  en- 


largement as  that  of  the  spleen.  Hepatomegaly 
would  be  unusual  without  splenomegaly,  again 
stressing  the  importance  of  the  enlarged  spleen. 

Laboratory  Findings 

Like  the  splenomegaly  on  physical  exam,  the 
peripheral  blood  findings,  specifically  the  leuko- 
erythroblastosis,  is  the  second  outstanding  feature 
of  this  syndrome.  The  laboratory  findings  are  out- 
lined on  Table  2.  All  but  two  patients  had  anemia, 
and  in  half  of  these  it  was  severe,  with  hemoglobin 
values  of  less  than  8 gms.  By  history  several  of  these 
patients  had  been  described  by  their  referring  phy- 
sicians as  having  a “refractory  type  of  anemia,” 
referring  to  treatment.  The  red  cell  morphology  is 
classic  and  we  refer  to  the  marked  poikilocytosis 
with  tear-drop  forms  (Figure  1).  These  tear-drop 
forms  were  present  in  all  but  two  cases.  Nucleated 
RBC's  were  also  frequent  and  present  in  twelve 
cases,  the  numbers  of  the  latter  being  increased 
markedly  after  splenectomy.  The  leukocyte  count 
varies,  with  over  half  of  our  patients  presenting  with 
leukocytosis,  but  of  equal  importance  is  the  large 
number  who  presented  with  leukopenia,  a fact  that 
is  not  always  appreciated.  The  leukocytosis  was  not 
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Fig.  2.  Bone  marrow  showing  considerable  replacement  by  connective  tissue,  with  remaining  clusters  of  megakaryocytes  and  scattered 
erythroid  cells.  (H&E  Stain  X600) 


as  excessive  as  that  often  seen  in  chronic  myeloge- 
nous leukemia  (CML),  our  highest  count  being  only 
48,000.  The  granulocyte  immaturity  is  well  reported 
with  myelocytes,  metamyelocytes,  and  blasts  being 
present  in  the  smear.  Nine  of  our  cases  showed 
blasts,  the  number  of  blasts  being  quite  variable,  but 
in  a third  of  these  there  were  over  5%  blasts,  a find- 
ing once  reserved  for  acute  leukemia.  Basophils 
are  also  often  noted.  Thrombocytopenia  appeared 
to  be  more  common  than  thrombocytosis,  and  ab- 
normal platelet  morphology  with  giant  platelets  was 
present  in  ten  cases.  We  did  not  observe  megakaryo- 
cyte fragments,  which  are  often  described.  Platelet 
function  was  not  studied. 

The  finding  of  an  elevated  leukocyte  alkaline 
phosphatase  (LAP)  is  well  described,  and  most 
helpful  in  distinguishing  this  entity  from  CML.  Ten 
of  our  patients  were  studied,  and  in  all  but  one  was 
the  LAP  score  increased.  Cytogenic  studies  were 
not  regularly  done,  and  no  comment  is  made  other 
than  the  fact  that  the  Philadelphia  chromosome  was 
not  present  in  the  four  cases  studied.  This  marker 
seems  generally  specific  for  CML.  Vitamin  B12 
levels  were  not  done  in  numbers  to  be  significant, 
but  the  levels  were  elevated  in  half  of  those  studied. 


although  the  levels  weree  not  in  the  range  seen  in  un- 
treated CML. 

Bone  Marrow  Findings 

The  third  classic  feature  of  this  syndrome  is  the 
fibrosis  within  the  bone  marrow  cavity.  Thirteen  of 
fourteen  marrow  aspirations  were  so-called  “dry 
taps,”  and  one  aspiration  showed  a hypercellular 
marrow. 

In  12  of  the  14  cases  bone  suitable  for  evaluation 
was  obtained  by  posterior  iliac  crest  biopsy.  Seven 
of  the  twelve  bone  marrow  biopsies  showed  fibrosis 
and  hypocellularity  (Figure  2).  Five  of  the  twelve 
showed  marked  hypercellularity. 

In  the  cases  showing  fibrosis,  little  erythropoiesis 
or  granulopoiesis  was  evident.  The  marrow  spaces 
were  extensively  replaced  by  loose  connective  tis- 
sue comprising  fibroblasts,  collagen,  and  reticulum 
fibers  and  containing  scattered  plasma  cells  and 
reticulum  cells.  More  often  than  not  reticulum  fibers 
were  more  conspicuous  than  collagen  fibers  (Figure 
3).  In  all  of  these  cases,  however,  considerable 
numbers  of  megakaryocytes  remained  and  showed  a 
distinct  tendency  towards  clustering  and  pleo- 
morphism.  All  of  the  cases  showed  a mild  to  mod- 
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Fig.  3.  Bone  marrow  showing  diffuse  increase  in  reticulum  fibers  and  focal  thickening  of  bone  trabeculae.  Reticulum  fibers  are  coarse  and 
show  a tendency  to  attachment  to  bone  edges.  (Snooks  Reticulum  Stain  X600) 


erate  degree  of  osteosclerosis,  the  degree  generally 
correlating  with  the  extent  of  fibrosis.  The  bone 
thickening  seemed  to  be  due  to  apposition  of  mem- 
brane formed  bone  to  existing  bone  trabeculae  and 
in  some  instances  spicules  of  membranous  bone 
could  be  seen  in  areas  of  fibrosis  away  from  pre- 
existing bone  trabeculae. 

In  all  five  cases  showing  hypercellularity.  marrow 
fat  was  reduced  to  less  than  10%  of  total  marrow 
present.  While  the  hypercellularity  affected  all  cell 
series,  erythroid  cells  and  megakaryocytes  pre- 
dominated. The  megakaryocytes,  as  in  the  cases 
showing  fibrosis,  were  particularly  conspicuous  and 
showed  a tendency  towards  clustering  and  pleo- 
morphism.  A diffuse  increase  in  reticulum  fibers 
was  demonstrated  in  all  of  these  cases.  We  felt  that 
certain  characteristics  of  the  reticulum  pattern,  dis- 
tinct from  the  non-specific  diffuse  increase  seen  in 
other  states  of  hypercellular  bone  marrow,  permit- 
ted us  to  strongly  suspect,  at  least,  the  presence  of 
myeloid  metaplasia/myelofibrosis.  These  consisted 
of  a coarsening  and  strand-like  arrangement  of  re- 
ticulum fibers  with  appositional  attachment  to  bone 
trabeculae  and  passage  at  times  into  their  tips  (Fig- 
ure 3). 


In  five  of  the  cases  with  bone  marrow  biopsies, 
tissue  from  spleen  and/or  liver  were  available  for 
study.  Myeloid  metaplasia  of  varying  degree  was 
present  in  all  cases.  There  was  no  apparent  corre- 
lation between  the  degree  of  myeloid  metaplasia  and 
the  morphological  appearance  of  the  bone  marrow. 

Follow-up  and  Outcome 

Some  authors  have  commented  on  the  increased 
mortality  and  morbidity  of  patients  with  idiopathic 
myelofibrosis  associated  with  surgery.4  Nine  of  our 
fourteen  cases  had  major  surgical  procedures,  in- 
cluding five  splenectomies,  an  open-heart,  hip  re- 
placement, etc.;  and  there  were  no  deaths,  but  there 
was  an  increase  in  bleeding  problems  postoperative- 
ly.  Only  one  of  our  patients  had  a documented  mye- 
loproliferative disorder  prior  to  this  diagnosis  of 
idiopathic  myelofibrosis.  This  was  a case  of  poly- 
cythemia vera. 

There  have  been  eight  deaths  and  six  survivals 
within  the  short  period  of  follow-up,  which  I think 
suggests  an  advanced  stage  of  the  disease  when  first 
seen  by  us. 

Of  the  12  cases  studied  by  bone  marrow  biopsy, 
five  died  and  four  were  autopsied,  allowing  for  pos- 
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sible  documentation  of  progressive  changes  in  tissue 
patterns.  Such  pattern  changes  did  not,  however, 
emerge. 

Discussion  and  Conclusions 

Although  our  series  is  small  in  comparison  to 
others,  namely,  Silverstein,5  Rosenthal  and  Ma- 
loney,6Glasser  and  Walker,3  we  are  impressed  with 
the  frequency  of  this  syndrome  in  a community 
oriented  hospital  when  compared  to  other  more  well 
known  myeloproliferative  disorders.  We  stress 
again  the  triad  of  splenomegaly,  leukoerythroblas- 
tosis,  and  myelofibrosis  on  marrow  biopsy.  Our  lab- 
oratory findings  are  quite  consistent  with  other  large 
series,  except  for  the  lack  of  x-ray  findings  of  osteo- 
sclerosis. 

The  variable  pattern  of  the  bone  marrow  in  mye- 
loid metaplasia/myelofibrosis  is  well  recognized.1'4 
The  degree  of  cellularity  varies  not  only  from  one 
patient  to  another,  but  also  in  different  skeletal  sites 
in  the  same  patient  and  even,  at  times,  in  different 
places  in  the  same  bone  marrow  specimen  used  for 
evaluation.  In  this  small  series,  the  incidence  of 40% 
of  cases  showing  initial  bone  marrow  hypercellu- 
larity  correlates  with  the  incidence  noted  in  much 
larger  studies.1 4 5 No  significant  correlation  between 
the  morphologic  appearance  of  the  bone  marrow 
and  the  extent  of  extramedullary  hematopoiesis  was 
noted.  The  pattern  and  distribution  of  extramedul- 
lary hematopoiesis  was  similar  to  that  described  in 
other  studies  — recapitulating  the  pattern  of  embry- 
onic blood  formation.1 4 Despite  the  low  incidence 
of  radiologically  diagnosable  osteosclerosis  in  our 
cases,  a reasonable  correlation  was  noted  between 
the  degree  of  microscopic  osteosclerosis  and  the 
extent  of  myelofibrosis.  Osteosclerosis  also  ap- 
peared to  be  due  to  membranous  bone  formation 
in  areas  of  fibrosis.  We  cannot  reliably  comment  on 
any  change  of  pattern  of  bone  marrow  morphology 
with  respect  to  progression  from  a hypercellular 
state  to  a fibrotic  state,  but  we  do  wish  to  note  that 
in  one  case  with  extensive  myelofibrosis  in  the  bone 
marrow  biopsy  the  autopsy  disclosed  a pan-hyper- 
plastic  marrow  with  accompanying  extensive  mye- 
loid metaplasia.  We  realize  of  course  that  in  an  in- 
stance such  as  this  we  are  comparing  morphological 
patterns  from  different  skeletal  sites. 

We  have  not  as  yet  seen  the  incidence  of  leu- 
kemia described  in  other  reports!'8  Two  cases  did 


die  of  an  associated  malignancy  related  to  the  pres- 
ence of  myelofibrosis,  pointing  to  the  inherent  ma- 
lignant potential  of  this  disorder.  However,  neither 
case  could  be  described  as  typical  or  usual  for  idio- 
pathic myelofibrosis.  One  was  a case  of  polycy- 
themia vera  progressing  through  myelofibrosis  to 
acute  myelomonocytic  leukemia  and  the  other  was 
a most  unusual  case  of  childhood  myelofibrosis, 
which  terminated  in  a bizarre  type  of  malignancy 
involving  immature  myeloid  tissue. 

Although  we  recognize  that  there  is  no  specific 
therapy,  a comment  is  in  order.  Therapy  may  well 
be  meddlesome  and  may  contribute  to  an  increase 
in  both  morbidity  and  mortality  in  what  basically  is 
a rather  long  smouldering  and  initially  benign  dis- 
ease. The  indications  of  splenectomy  are  clearcut, 
i.e.,  progressive  hypersplenism,  or  symptoms  sec- 
ondary to  the  massive  size  of  the  spleen,  or  rupture 
of  this  organ,  but  timing  is  important  as  once  the 
spleen  is  removed,  massive  hepatomegaly  follows. 
The  moderate  leukocytosis  seen  in  idiopathic  mye- 
lofibrosis is  not  of  harm  to  the  patient  and  the  pre- 
mature and  excessive  use  of  alkylating  agents  only 
adds  to  the  risk  of  infection. 

Radiotherapy  has  been  helpful  when  a patient's 
poor  risk  negates  surgical  removal  of  an  enlarged 
spleen  and  was  successful  in  decreasing  splenic  size 
and  lessening  symptoms  in  several  cases.  X-ray  to 
an  enlarged  liver  once  the  spleen  has  been  removed 
must  be  done  with  extreme  care,  as  this  is  the  main 
source  of  hematopoiesis,  and  severe  pancytopenia 
with  the  inherent  risks  of  infection  and  hemorrhage 
develop. 
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Abstract 

Liquid  antacid  suspension  should  be  given  at 
least  as  often  as  one  hour  after  each  meal  and  at  bed- 
time. In  the  treatment  of  the  acute  phase  of  acid- 
peptic  disease,  hourly  antacid  is  recommended.  The 
dose  should  be  planned  in  terms  of  milliequivalents 
of  acid  neutralizing  capacity  and  should  be  adjusted 
according  to  the  type  of  disease  under  treatment. 

All  antacids  have  side  effects,  the  most  serious  of 
which  are  metabolic.  In  clinical  terms,  the  harmful 
systemic  side  effects  of  calcium  carbonate  and 
sodium  bicarbonate  outweigh  their  benefit  as  neu- 
tralizing agents;  they  should  rarely  be  employed  in 
the  treatment  of  acid-peptic  disease.  The  more  com- 
mon antacid  side  effects  of  diarrhea  and  constipa- 
tion are  best  managed  by  appropriately  alternating 
the  agents  or  by  using  one  of  the  various  antacid 
mixtures. 

Antacids  represent  a widely  accepted  mode  of 
treatment  for  acid-peptic  disease.  They  are  also 
taken  for  the  relief  of  other  complaints  of  gastro- 
intestinal origin.  In  the  United  States,  physician  and 
patient  acceptance  is  so  great  that  more  than  $120 
million  are  spent  annually  on  such  preparations 
despite  uncertainty  as  to  their  overall  clinical  bene- 
fit. Rapid  relief  of  typical  ulcer  pain  is  a common  ob- 
servation, but  there  are  conflicting  reports  as  to  the 
beneficial  effect  of  antacid  therapy  in  promoting 
healing  or  decreasing  complications  in  acid-peptic 
disease.' 2 This  article  will  discuss  antacid  pharma- 
cology with  particular  reference  to  the  clinical  use 
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“It  once  happened  that  all  the  other  members 
of  a man  mutinied  against  the  stomach,  which 
they  accused  as  the  only  idle,  uncontributing  part 
in  the  whole  body,  while  the  rest  were  put  to  hard- 
ships and  the  expense  of  much  labour  to  supply 
and  minister  to  its  appetites.’’ 

From  Plutarch’s  Lives,  Alcibiades. 

of  these  agents  in  treating  acid-peptic  disease. 

The  presence  of  both  acid  and  pepsin  is  consid- 
ered essential  in  the  genesis  of  peptic  ulcer  disease. 
In  theory,  antacid  therapy  may  be  of  benefit  for  two 
reasons.  First,  in  reducing  total  acid  load,  less  hy- 
drogen ion  is  available  for  back-diffusion  through 
the  gastric  mucosa  and  less  acid  is  delivered  to  the 
duodenum  for  chemical  neutralization  and  the  con- 
comitant inactivation  of  pepsin  there.  Second,  rais- 
ing the  intragastric  pH  takes  pepsin  above  its  opti- 
mum proteolytic  activity  range  of  1.5-2. 5 pH.3'5 
Above  pH  4.0  peptic  activity  is  virtually  absent. 
A few  antacids  may  exert  an  antipepsin  effect  in- 
dependent of  pH  change:  aluminum  hydroxide  by 
adsorption  of  pepsin6  and  calcium  carbonate  by 
some  unknown  mechanism.4  The  clinical  impor- 
tance of  these  non-pH  related  antipepsin  effects  is 
at  present  unknown.  The  significance  of  the  as- 
tringent and  demulcent  properties  of  antacids  is  also 
unclear. 

Action  of  Antacids 

Commonly  used  antacids  are  non-absorbable 
salts  which  are  poorly  water-soluble  at  neutral  pH. 
However,  in  acid  media  these  salts  are  solubilized 
and  release  anions  which  are  then  available  to  com- 
bine with  or  neutralize  hydrogen  ions.  In  this  way, 
gastric  acid  proportionately  generates  reactive  base 
thus  avoiding  base  overload.  Some  antacids,  such  as 
magnesium  hydroxide  and  sodium  bicarbonate,  are 
quickly  solubilized  at  gastric  pH  and  provide  rapid, 
full  buffering  effect.  Others,  such  as  aluminum 
hydroxide  and  calcium  carbonate  are  slowly  solu- 
bilized and  develop  significant  reactivity  over  ten  to 
thirty  minutes.7  Since  only  solubilized  antacid  has 
the  capacity  to  react  with  hydrogen  ions,  the  disso- 
lution rate  or  ease  of  solubility  of  an  antacid  prepa- 
ration is  an  important  determinant  of  its  ultimate 
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neutralizing  capacity.8 This  in  turn,  is  influenced  by 
the  nature  of  the  formulation,  i.e.,  whether  it  is  a 
suspension,  powder,  or  tablet.  Suspensions  are 
more  easily  solubilized  than  powders  or  tablets  and 
therefore  have  greater  neutralizing  effect.  Alumi- 
num hydroxide  gel  loses  most  or  all  of  its  neutraliz- 
ing potency  in  the  process  of  drying  to  a tablet  or 
powder  form.’1 

The  gastric  pH  value  at  which  adequate  solubili- 
zation takes  place  is  determined  by  the  physico- 
chemical properties  of  a given  antacid  or  antacid 
mixture.  The  physicochemical  properties  of  alumi- 
num hydroxide,  for  example,  are  such  that  it  can- 
not elevate  intragastric  pH  above  4.  In  fact,  within 
the  limits  of  tolerable  and  safe  doses,  most  antacids 
do  not  raise  and  hold  gastric  pH  above  4 or  5.  Hence, 
the  terms  "neutralization”  and  "neutralizing  ca- 
pacity” are  used  to  refer  to  a significant  reduction  in 
gastric  acidity,  not  to  the  elevation  of  pH  to  7 or 
the  attainment  of  chemical  neutrality.  A pH  change 
of  three  units  from  1.2  to  4.2,  for  example,  repre- 
sents a one  thousand-fold  reduction  in  hydrogen 
ion  concentration. 

In  the  stomach,  antacid  may  exist  in  two  forms: 
dissolved  (reactive),  and  undissolved  (unreactive). 
The  undissolved,  excess  fraction  is  passed  from  the 
stomach  at  a somewhat  slower  rate  than  the  dis- 
solved7 and  remains  relatively  unchanged  and  unab- 
sorbed throughout  the  gastrointestinal  tract.  Dis- 
solved (solubilized)  antacid  reacts  with  gastric  hy- 
drochloric acid  according  to  a simple  equation. 
Examples  are: 

CaC03  + 2HCI  CaCl2  + H2O  + CO2 
Mg(OH)2  + 2HC1  MgCl2  + 2H-0. 

Chloride  salts  formed  in  the  process  of  neutraliza- 
tion of  gastric  acid  are  absorbable,  but  these  are 
largely  converted  to  nonabsorbable  substances  at 
intestinal  pH  and  their  absorption  is  thereby  limited. 
Nevertheless,  some  cation  does  escape  early  duo- 
denal conversion  to  nonabsorbable  salts  and  is  ab- 
sorbed. 

Sodium  bicarbonate  is  an  exception  to  the  above 
explanation.  It  is  a highly  soluble,  absorbable  sub- 
stance which,  from  the  standpoint  of  an  antacid,  has 
none  of  the  safeguards  of  compounds  such  as  mag- 
nesium hydroxide,  aluminum  hydroxide  or  even 
calcium  carbonate.  Sodium  bicarbonate  neither 
develops  neutralizing  effect  proportionate  to  gastric 
acidity,  nor  is  its  absorption  fixed  or  limited. 

Side  Effects  and  Complications 

In  view  of  the  relatively  large  doses  of  antacids 
used  in  the  treatment  of  gastrointestinal  complaints, 
it  is  not  surprising  that  side  effects  are  common. 
Fortunately,  these  are  rarely  serious.  The  most 
frequent  are  those  produced  directly  on  the  gastro- 
intestinal tract  itself. 


The  osmotic  effect  of  soluble  but  poorly  absorbed 
salts  of  magnesium  probably  causes  the  diarrhea 
which  frequently  accompanies  magnesium  hydrox- 
ide therapy.7  Conversely,  the  precipitation  of  insol- 
uble calcium  and  aluminum  salts  may  explain  the 
constipation  noted  when  calcium  carbonate  or 
aluminum  hydroxide  antacids  are  employed.7  Diar- 
rhea produced  by  magnesium  hydroxide  may  oc- 
casionally be  severe  and  lead  to  metabolic  complica- 
tions. Aluminum  hydroxide  antacid  therapy  has 
been  implicated  in  several  reported  cases  of  ileal  and 
colonic  obstruction. 1,1  Proprietary  mixtures  have 
been  developed  to  avoid  the  common  intestinal  side 
effects. 

Serious  systemic  side  effects  occur  to  the  extent 
that  absorbed  antacid  cation  or  anion  is  able  to  alter 
the  internal  milieu.  The  magnitude  of  such  an  altera- 
tion depends  not  only  on  the  quantity  of  the  offend- 
ing ion  absorbed  but  also  on  the  adequacy  of  appro- 
priate organ  systems  to  compensate  for  its  excessive 
absorption  and  systemic  presence.  Thus,  the  excess 
bicarbonate  absorbed  after  ingestion  of  two  to  four 
teaspoonfuls  of  sodium  bicarbonate  is  compensated 
by  increased  renal  excretion  while,  at  larger  doses, 
excretory  capacity  may  be  exceeded  and  serious 
alkalosis  can  result.  In  patients  with  renal  insuf- 
ficiency, magnesium-containing  antacids  will  pro- 
duce hypermagnesemia  due  to  decreased  renal 
clearance  of  this  cation. 

Absorption  of  small  amounts  of  sodium  existing 
as  contaminants  in  most  antacids  can  result  in  fur- 
ther fluid  retention  in  patients  with  congestive  heart 
failure,  cirrhosis,  or  nephrosis.11  The  detrimental 
effect  of  sodium  bicarbonate  administered  to  such 
patients  is  obvious. 

The  absorption  of  calcium  derived  from  calcium 
carbonate  antacids,  although  limited,  is  significant 
and  may  affect  both  serum  calcium  level  and  acid- 
base  balance.  Approximately  10%  of  the  reacted 
portion  of  an  administered  dose  of  calcium  carbon- 
ate escapes  chemical  reconversion  by  duodenal  bi- 
carbonate to  calcium  carbonate  or  to  other  un- 
absorbable  calcium-containing  compounds.7  This 
fraction  is  available  for  absorption  and  may  lead  to 
elevated  serum  calcium  levels.21213  To  the  extent 
that  calcium  is  unavailable  to  react  with  intestinal 
bicarbonate,  either  because  of  previous  absorption 
or  by  combination  with  other  anionic  groups  in  the 
gut,  a bicarbonate  load  is  added  to  the  system  and 
alkalosis  may  result.  Normal  renal  excretory  func- 
tion will  usually  compensate  for  this  tendency 
toward  metabolic  alkalosis.  However,  in  patients 
with  high  acid  secretory  rates  who  are  taking  large 
doses  of  calcium  carbonate,  enough  soluble  calcium 
chloride  may  be  formed  and  absorbed  to  produce 
the  so-called  milk-alkali  syndrome  in  the  absence  of 
either  milk  or  bicarbonate  ingestion.14  This  syn- 
drome is  characterized  by  hypercalcemia,  metabolic 
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alkalosis,  and  occasionally  renal  insufficiency.  Pos- 
sible presenting  complaints  include  anorexia,  con- 
stipation, change  in  mental  status,  and  other  mani- 
festations of  hypercalcemia. 

Calcium  carbonate  is  the  only  antacid  shown  to 
produce  the  reflex  hypersecretory  state  called  “acid 
rebound.’’12  This  is  probably  a direct  effect  of  cal- 
cium on  the  gut  mucosa  and  not  secondary  to  actual 
calcium  absorption.12  Whether  or  not  the  excellent 
neutralizing  capacity  of  calcium  carbonate  is  ade- 
quate to  compensate  for  this  induced  excess  acid 
secretion  is  unknown. 

Antacids  can  impair  the  absorption  of  certain 
drugs  and  dietary  substances.  The  absorption  of  fer- 
rous sulfate  is  decreased  by  coadministration  of 
magnesium  trisilicate15  or  sodium  bicarbonate.16 
Absorption  of  chlortetracycline,17  chlorproma- 
zine,18  isoniazid,111  and  digoxin20  can  be  delayed  or 
reduced  when  given  together  with  antacids.  Wheth- 
er concomitant  administration  of  antacid  reduces 
the  absorption  of  corticosteroids  is  at  present  un- 
known. 

A phosphorus  depletion  syndrome  has  recently 
been  recognized  in  patients  on  chronic  aluminum 
hydroxide  therapy  who,  in  addition,  have  either  low 
dietary  phosphorus  intake  or  excessive  losses  from 
malabsorption.21  Phosphorus  balance  is  further  dis- 
turbed by  fecal  loss  of  phosphorus  as  aluminum 
phosphate.  The  clinical  presentation  is  that  of  an- 
orexia, weakness,  and  malaise.  Severe  skeletal  dis- 
ease may  ensue  due  to  calcium  and  phosphorus  re- 
sorption. The  phosphate-depleting  property  of 
aluminum  hydroxide  is  often  used  for  therapeutic 
purposes  in  patients  with  hyperphosphatemia  due  to 
renal  failure. 


Antacid  Mixtures 

Antacid  mixtures  containing  magnesium  hydrox- 
ide and  a constipating  antacid,  such  as  aluminum 
hydroxide,  have  been  developed  to  minimize  the 
cathartic  effect  of  magnesium  hydroxide  but  still 
retain  its  excellent  acid  neutralizing  effects.  Al- 
though bowel  function  side  effects  may  be  off- 
setting in  the  compounding  of  these  mixturess,  other 
side  effects  or  complications,  such  as  hypermag- 
nesemia, phosphorus  depletion,  and  water  reten- 
tion, are  not. 

The  total  neutralizing  capacity  of  a mixture  ap- 
pears to  be  roughly  equivalent  to  the  sum  of  the 
capacities  of  its  constituents,  though  the  pH  value  at 
which  buffering  occurs  may  be  altered.  Thus,  8 ml 
(600  mg)  of  magnesium  hydroxide  will  hold  20  mEq 
of  hydrochloric  acid  at  a pH  above  8,  whereas  the 
combination  of  8 ml  (600  mg)  of  magnesium  hydrox- 
ide and  8 ml  (600  mg)  of  aluminum  hydroxide  gel 
buffers  only  5 mEq  hydrochloric  acid  above  pH  8, 
but  thereafter  is  able  to  buffer  an  additional  25  mEq 

Continued  on  Page  113 


Pro-Banthine- 

brand  of 

propantheline  bromide 

Indications:  Pro-BanthTne  is  effective  as 
adjunctive  therapy  in  the  treatment  of  peptic 
ulcer.  Dosage  must  be  adjusted  to  the 
individual. 

Contraindications:  Glaucoma,  obstructive 
disease  of  the  gastrointestinal  tract, 
obstructive  uropathy,  intestinal  atony,  toxic 
megacolon,  hiatal  hernia  associated  with 
reflux  esophagitis,  or  unstable  cardiovascular 
adjustment  in  acute  hemorrhage. 

Warnings:  Patients  with  severe  cardiac 
disease  should  be  given  this  medication 
with  caution.  Fever  and  possibly  heat  stroke 
may  occur  due  to  anhidrosis. 

Overdosage  may  cause  a curare-like  action, 
with  loss  of  voluntary  muscle  control. 

For  such  patients  prompt  and  continuing 
artificial  respiration  should  be  applied  until 
the  drug  effect  has  been  exhausted. 

Diarrhea  in  an  ileostomy  patient  may  indicate 
obstruction,  and  this  possibility  should  be  con- 
sidered before  administering  Pro-BanthTne. 
Precautions:  Since  varying  degrees  of  urinary 
hesitancy  may  be  evidenced  by  elderly  males 
with  prostatic  hypertrophy,  such  patients 
should  be  advised  to  micturate  at  the  time 
of  taking  the  medication. 

Overdosage  should  be  avoided  in  patients 
severely  ill  with  ulcerative  colitis. 

Adverse  Reactions:  Varying  degrees  of 
drying  of  salivary  secretions  may  occur  as 
well  as  mydriasis  and  blurred  vision.  In 
addition  the  following  adverse  reactions  have 
been  reported:  nervousness,  drowsiness, 
dizziness,  insomnia,  headache,  loss  of  the 
sense  of  taste,  nausea,  vomiting,  constipation, 
impotence  and  allergic  dermatitis. 

Dosage  and  Administration:  The 
recommended  daily  dosage  for  adult  oral 
therapy  is  one  15-mg.  tablet  with  meals  and 
two  at  bedtime.  Subsequent  adjustment  to 
the  patient’s  requirements  and  tolerance 
must  be  made. 

How  Supplied:  Pro-BanthTne  is  supplied  as 
tablets  of  15  and  7.5  mg.,  as  prolonged- 
acting  tablets  of  30  mg.  and,  for  parenteral 
use,  as  serum-type  vials  of  30  mg. 
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"Antiacid”  action 
for  ulcer  patients... 


one  of  the  many  things  you 
need  in  an  anticholinergic. 


Pro-BanthTne  is  considered  adjunctive 
in  total  peptic  ulcer  therapy  that  may 
include  diet,  conventional  antacids, 
bed  rest,  and  other  supportive  measures. 

Pro-BanthTne  is  provided  in  several 
different  dosage  forms  which  will  meet 
virtually  any  clinical  need.  It  is  just  as 
versatile  in  filling  patient  needs,  among 
which  are: 

"Antiacid"  action  — Pro-BanthTne® 
(propantheline  bromide)  reduces  gastric 
secretory  volume  and  resting  total  and 
free  acid. 

"Analgesic"  action  — Pro-BanthTne  helps 
to  control  the  acid-spasm-pain  complex. 

Vigorous  anticholinergic  action  — 

Pro-BanthTne®  Vials,  30  mg.,  are  for 
intramuscular  or  intravenous  use  when 
prompt  and  vigorous  anticholinergic 
action  is  required. 

Mild  anticholinergic  action  — 

Pro-BanthTne®  Half  Strength,  7.5  mg. 
tablets,  for  more  exact  adjustment  of 
maintenance  dosage  in  mild  to 
moderate  gastrointestinal  disorders. 
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PAIN  RELIEF 
FOR  THE  MAJORITY 


N0.4“for  pain  intensity  below  the  need  for  injectables 

As  a role,  only  pain  that  requires  morphine  is  beyond  the  scope 
of  Empirin®  Compound  with  Codeine  No.  4.  That’s  because  it 
delivers  a full  grain  of  codeine.  (In  the  preferred  phosphate 
form.)  Its  antitussive  action  is  particularly  appreciated  by 
patients  with  fractured  ribs,  and  following  chest  or  abdominal 
surgery.  Its  low  addiction  liability  is  a bonus,  for  all  patients  who 
require  potent  analgesia. 

N0.3“for  almost  all  other  kinds  of  lesser  pain  ™ 

Most  other  kinds  of  lesser  pain  respond  to  Empirin  Compound 
with  Codeine  No.  3— whether  musculoskeletal,  neurological, 
soft-tissue  or  visceral.  One  might  say  No.  3 is  an  “all-purpose” 
analgesic  — not  too  little,  not  /D  „ . ...  .. 

too  much.  Just  right  for  your  ^ /Research 'inangie  Park  ' 

out-patients  in  these  categories.  Wellcome  / North  Carolina  27709 


w Wherever  it  hurts 

MPIRIN  COMPOUND  c CODEI 

\lo.3,  codei  ne  phosphate*(32.4  mg)  gr  y2  • No.4,  codei  ne  phosphate*(64.8  mg)  gr  1 

'Warning  — may  be  habit-forming.  Each  tablet  also  contains  aspirin  gr  3V2,  phenacetin  gr  2V2,  caffeine  gr  V2. 


Before  prescribing,  see  complete  prescribing 
information  in  SK&F  literature  or  PDR  The 
following  is  a brief  summary. 

Indications:  Edema  associated  with  congestive 
heart  failure,  cirrhosis  of  the  liver,  the  nephrotic 
syndrome;  steroid-induced  and  idiopathic 
edema;  edema  resistant  to  other  diuretic  ther- 
apy. Also,  mild  to  moderate  hypertension. 
Contraindications:  Pre-existing  elevated  serum 
potassium.  Hypersensitivity  to  either  com- 
ponent. Continued  use  in  progressive  renal  or 
hepatic  dysfunction  or  developing  hyperkalemia. 
Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia 
develops  or  dietary  potassium  intake  is  markedly 
impaired.  Enteric-coated  potassium  salts  may 
cause  small  bowel  stenosis  with  or  without 
ulceration.  Hyperkalemia  ( >5.4  mEq/L)  has 
been  reported  in  4%  of  patients  under  60  years, 
in  12%  of  patients  over  60  years,  and  in  less 
than  8%  of  patients  overall.  Rarely,  cases  have 
been  associated  with  cardiac  irregularities. 
Accordingly,  check  serum  potassium  during 
therapy,  particularly  in  patients  with  suspected 
or  confirmed  renal  insufficiency  (e.g.,  elderly  or 
diabetics).  If  hyperkalemia  develops,  substitute 
a thiazide  alone.  If  spironolactone  is  used  con- 
comitantly with  ‘Dyazide’,  check  serum  potas- 
sium frequently  —both  can  cause  potassium  re- 
tention and  sometimes  hyperkalemia.  Two 
deaths  have  been  reported  in  patients  on  such 
combined  therapy  (in  one,  recommended  dosage 
was  exceeded;  in  the  other,  serum  electrolytes 
were  not  properly  monitored).  Observe  patients 
on  ‘Dyazide'  regularly  for  possible  blood  dys- 
crasias,  liver  damage  or  other  idiosyncratic 
reactions.  Blood  dyscrasias  have  been  reported 
in  patients  receiving  Dyrenium  (triamterene, 
SK&F).  Rarely,  leukopenia,  thrombocytopenia, 
agranulocytosis,  and  aplastic  anemia  have  been 
reported  with  the  thiazides.  Watch  for  signs  of 
impending  coma  in  acutely  ill  cirrhotics.  Thia- 
zides are  reported  to  cross  the  placental  barrier 
and  appear  in  breast  milk.  This  may  result  in 
fetal  or  neonatal  hyperbilirubinemia,  thrombo- 
cytopenia, altered  carbohydrate  metabolism 
and  possibly  other  adverse  reactions  that  have 
occurred  in  the  adult.  When  used  during 
pregnancy  or  in  women  who  might  bear 
children,  weigh  potential  benefits  against 
possible  hazards  to  fetus. 

Precautions:  Do  periodic  serum  electrolyte  and 
BUN  determinations.  Do  periodic  hematologic 
studies  in  cirrhotics  with  splenomegaly.  Anti- 
hypertensive effects  may  be  enhanced  in  post- 
sympathectomy patients.  The  following  may 
occur:  hyperuricemia  and  gout,  reversible 
nitrogen  retention,  decreasing  alkali  reserve 
with  possible  metabolic  acidosis,  hypergly- 
cemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  pa- 
tients. Concomitant  use  with  antihypertensive 
agents  may  result  in  an  additive  hypotensive 
effect. 

Adverse  Reactions:  Muscle  cramps,  weakness- 
dizziness.  headache,  dry  mouth;  anaphylaxis; 
rash,  urticaria,  photosensitivity,  purpura,  other 
dermatological  conditions:  nausea  and  vomiting 
(may  indicate  electrolyte  imbalance),  diarrhea, 
constipation,  other  gastrointestinal  disturbances. 
Rarely,  necrotizing  vasculitis,  paresthesias, 
icterus,  pancreatitis,  and  xanthopsia  have 
occurred  with  thiazides  alone. 

Supplied:  Bottles  of  100  capsules;  in  Single 
Unit  Packages  of  100  (intended  for  institutional 
use  only). 


KEEPTHE  HYPERTENSIVE 
PATIENT  ON  THERAPY 
KEEP  THERAPY  SIMPLE  WITH 


DMOIDE 

Each  capsule  contains  50  mg.  of  Dyrenium*  (brand  of 
triamterene)  and  25  mg.  of  hydrochlorothiazide. 


Neither  inconvenient  potassium  supplements 
nor  special  K+  rich  diets  needed  as  a rule. 

Just  ‘Dyazide’  once  or  twice  daily  for  maintenance. 


Two  prime  reasons  patients  drop  out  of  hypertensive  therapy  are  ( 1) 
the  patient  failed  to  understand  directions,  and  (2)  the  regimen  was 
overly  complicated.  Dosage  is  simple  with  ‘Dyazide’,  easily  understood, 
once  or  twice  daily,  depending  on  response.  There’s  no  need  to  com- 
plicate the  regimen  with  potassium  supplements  or  unwieldy 
potassium-rich  diets. 


SK&F  CO. 

Carolina,  RR.  00630 
Subsidiary  of 
SmithKhne  Corporation 

AND  KEEP  POTASSIUM  LEVELS  UP 


On  land,  sea,  and  in  the  air... 


Up  to  24  hours  of  effective  control  with 
a single  dose. ..in  nausea,  vomiting  and 
dizziness  associated  with  motion  sickness. 

Dosage:  25  to  50  mg.  1 hour  before  travel. 
Available  on  prescription  only. 

BRIEF  SUMMARY  OF  PRESCRIBING  INFORMATION 
CONTRAINDICATIONS.  Administration  of  Antivert 
during  pregnancy  or  to  women  who  may  become  pregnant 
is  contraindicated  in  view  of  the  teratogenic  effect  of  the 
drug  in  rats. 

The  administration  of  meclizine  to  pregnant  rats  during 
the  12-15  day  of  gestation  has  produced  cleft  palate  in  the 
offspring.  Limited  studies  using  doses  of  over  100  mg./kg./ 
day  in  rabbits  and  10  mg./kg./day  in  pigs  and  monkeys  did 


not  show  cleft  palate.  Congeners  of  meclizine  have  caused 
cleft  palate  in  species  other  than  the  rat. 

Meclizine  HC1  is  contraindicated  in  individuals  who 
have  shown  a previous  hypersensitivity  to  it. 

WARNINGS.  Since  drowsiness  may,  on  occasion,  occur 
with  use  of  this  drug,  patients  should  he  warned  of  this  pos- 
sibility and  cautioned  against  driving  a car  or  operating 
dangerous  machinery. 

Usage  in  Children:  Clinical  studies  establishing  safety  and 
effectiveness  in  children  have  not  been  done;  therefore, 
usage  is  not  recommended  in  the  pediatric  age  group. 

Usage  in  Pregnancy:  See  “Contraindications.” 


ADVERSE  REACTIONS.  Drowsiness, 
dry  mouth  and,  on  rare  occasions, 
blurred  vision  have  been  reported. 


ROeRIG 

A division  of  Pfizer  Pharmaceuticals 
New  York.  New  York  10017 


Antivert/25  ChewableTablets 

(meclizine  HC1)  25  mg. 

for  motion  sickness 


at  about  pH  4.”  If  the  goal  of  therapy  is  to  hold  the 
intragastric  pH  in  the  range  of  6 to  8,  then  the  inclu- 
sion of  aluminum  hydroxide  in  the  mixture  is  detri- 
mental. 

Antacid  Therapy 

Choice  of  an  antacid  regimen  in  clinical  practice 
depends  upon  the  acid  secretory  rate  ofthe  stomach, 
gastric  emptying  time  and  the  neutralizing  capacity 
of  the  proposed  antacid. 

Patients  with  duodenal  ulcer  disease  usually  have 
higher  acid  outputs  than  persons  without  duodenal 
ulcers.  This  does  not  appear  to  be  true  for  gastric 
ulcer  patients.  In  addition,  duodenal  ulcer  patients 
have  an  exaggerated  acid  output  response  to  a meal 
stimulus.24  Acid  output  is  always  highest  in  the  early 
post-prandial  period.  However,  meal  contents  pro- 
vide significant  buffering  capacity  such  that  mea- 
sured acidity  will  not  become  high  until  one  and  a 
half  to  two  hours  after  the  meal.4  With  elimination 
of  the  meal  buffer  from  the  stomach,  measured 
acidity  becomes  elevated  and  is  generally  highest 
for  the  hour  or  two  before  the  next  meal.  Nocturnal 
acidity  is  greatest  between  1 1 :00  p.m.  and  2:00a.m. 
and  exceeds  the  high  levels  found  preprandially.  It 
is  precisely  during  these  unbuffered  periods  that 
typical  ulcer  pain  arises  and  that  additional  buffer 
is  required. 

The  factor  of  gastric  emptying  accounts  for  the 
discrepancy  between  in  vitro  neutralizing  capacity 
and  the  observed  in  vivo  neutralizing  effect  of  ant- 
acids. Antacid  equivalents  several  times  the  actual 
interim  hydrochloric  acid  output  must  be  adminis- 
tered to  maintain  reduced  gastric  acidity  for  even  an 
hour. 22:3  In  contrast  to  the  brief  twenty  to  sixty  min- 
ute effect  of  antacids  administered  in  the  fasting 
state,  antacids  taken  one  hour  after  meals  have  a 
neutralizing  effect  which  lasts  two  to  three  hours.4  23 
This  is  because  the  rate  of  gastric  emptying  is  re- 
duced postprandially.  Duodenal  ulcer  patients 
empty  their  meal  buffer  at  a rate  about  twice  that  of 
normal  controls.24  Thus,  in  addition  to  greater  acid 
output  and  exaggerated  acid  output  response  to  a 
meal  stimulus,  the  duodenal  ulcer  patient  has  a 
shorter  gastric  emptying  time. 

There  is  considerable  variation  in  the  in  vitro 
neutralizing  capacity  of  the  commonly  used  ant- 
acids.4 8-23-2'  A good  relative  correlation  between  in 
vitro  neutralizing  capacity  and  in  vivo  neutralizing 
effect  has  been  demonstrated.23  Thus,  knowing  the 
approximate  acid  output  and  gastric  emptying  time 
of  a given  patient,  it  becomes  possible  to  estimate 
the  dose  of  a particular  antacid  needed  to  provide 
significant  acid  reduction  for  a given  time  period. 
For  purposes  of  standardization,  antacid  doses 
should  be  thought  of  in  terms  of  their  quantitative 
neutralizing  value  in  "milliequivalents  of  ant- 
acid.”*22-23 


Guidelines  for  Antacid  Therapy 
Antacid  therapy  should  be  individualized.  Pa- 
tient compliance  will  be  maximized  if  the  prepara- 
tion is  palatable,  prescribed  in  tolerable  doses  on  an 
acceptable  schedule,  and  is  relatively  free  of  bother- 
some side  effects.  The  presence  of  renal  insufficien- 
cy, malabsorption  or  congestive  heart  failure  or  the 
simultaneous  administration  of  other  medications 
should  be  taken  into  consideration  before  selecting 
a particular  antacid  or  designing  a therapeutic  regi- 
men. Antacid  potency  determines  the  actual  dose 
required.  Cost  to  the  patient  is  another  important 
factor  and  may  vary  as  much  as  tenfold  per  equiva- 
lent neutralizing  dose  (see  Table  1).  The  physician 
should  suggest  several  appropriate  antacids  and 
allow  the  patient  to  select  the  one(s)  best  tolerated 
from  the  standpoint  of  palatability  and  change  in 
bowel  habits. 

Selection  of  an  Antacid 
Sodium  bicarbonate  and  calcium  carbonate  ant- 
acids, while  extremely  effective  as  neutralizing 
agents,  are  not  recommended  in  the  treatment  of 
acid-peptic  disease?2'  Small,  infrequent  doses  of 
sodium  bicarbonate  may  be  appropriate  for  the  re- 
lief of  occasional  "heartburn”  and  "gastric  upset,” 
but  many  physicians  never  use  sodium  bicarbonate. 

Magnesium  hydroxide  is  the  safest  and  most 
potent  substitute  for  calcium  carbonate  or  sodium 
bicarbonate.  In  the  absence  of  renal  failure,  it 
should  be  one  of  the  antacids  selected  for  most  pa- 
tients with  acid-peptic  disease.  Magnesium  hydrox- 
ide is  best  prescribed  in  combination  with  a con- 
stipating agent  such  as  aluminum  hydroxide  gel, 
either  concurrently  in  a proprietary  mixture,  or 
alone  in  an  alternating  dosage  regimen.  Aluminum 
hydroxide  gel  alone  and  mixtures  containing  mag- 
nesium trisilicate  are  also  used.  However,  these 
preparations  are  less  potent  neutralizing  agents.  In 
general,  a suspension  is  preferable  to  the  same  ant- 
acid in  powder  or  tablet  form. 

Clinical  Application 

The  administration  of  antacids  one  hour  after 
meals  and  at  bedtime  is  imperative.  These  are  the 
times  when  antacid  retention  will  be  greatest  and 
when  unbuffered  acidity  is  rising  towards  maximal. 
The  routine  administration  of  antacids  with,  short- 
ly before,  or  shortly  after  meals  is  inconsistent  with 
the  above  principles  and  is  not  recommended. 

While  buffering  effect  of  an  antacid  given  one 
hour  after  a meal  may  still  be  present  three  hours 
post-cibum,4  Fordtran  recommends  follow-up  ant- 
acids at  hourly  intervals  in  the  therapy  of  acute  duo- 
denal and  gastric  ulcers.  This  intensive  hourly  ant- 

*Milliequivalents  of  antacid  is  defined  by  the  mEq  of  hydro- 
chloric acid  required  to  keep  an  antacid  suspension  at  pH  3.0 
for  two  hours  in  vitro.23 
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Table  1 


Characteristics  of  Antacids 

Neutralizing 

Cost  per 

Antacid 

Capacityb 

40  mEq 

(Suspensions)  Components a 

(mEqll5  ml) 

($) 

Comments,  Side  Effects,  Special  Uses 

Single-entity 

Magnesium  hydroxide  

35 

.05 

Diarrhea  limits  patient  acceptance;  produces  hypermagnesemia 

(Milk  of  Magnesia) 

in  patients  with  renal  insufficiency. 

Aluminum  hydroxide  

29 

.11 

Constipation;  phosphorus  depletion;  combats  hypermagnesemia 

(Amphojel) 

of  renal  failure. 

Calcium  carbonate  

58 

.08 

Produces  “acid  rebound;”  milk  alkali  syndrome  occasionally 

(Titralacd) 

results. 

Sodium  bicarbonate  

— 

Metabolic  alkalosis;  exacerbates  water  retention. 

Dihydroxyaluminum  

17 

.28 

aminoacetate  (Robalate) 

Aluminum  phosphate  

6 

.59 

(Phosphaljel) 

Magaldratee  

33 

.09 

Low  sodium  content;  good  in  fluid  retention  states. 

(Riopan) 

Mixtures  containing  aluminum  hydroxide  and  magnesium  hydroxide 


Aludrox 

1,  2 

42 

.08 

Creamalin 

1,  2 

39 

.07 

Di-Gel 

1,  2,  3 

37 

.14 

Aluminum  hydroxide-magnesium  hydroxide  mixtures  may  pro- 

Gelusil-M 

1,  2,  4 

34 

.10 

duce  diarrhea,  phosphorus  depletion,  hypermagnesemia  (in  renal 

Maalox 

1,  2 

39 

.08 

insufficiency)  and  increased  fluid  retention. 

Mylanta 

1,  2,  3 

36 

.09 

Mylanta  II 

1,  2,  3 

62 

.08 

Win-gel 

1.  2 

34 

.09 

Other  Mixtures 
Camalox 

1,  2,  5 

54 

.06 

Calcium-containing  (see  above). 

Ducon 

1,  2,  5 

105 

.04 

Calcium-containing  (see  above). 

Gelusil 

1,  4 

20 

.16 

Silicate  kidney  stones  reported. 

a 1-aluminum  hydroxide,  2-magnesium  hydroxide,  3-simethicone,  4-magnesium  trisilicate,  5-calcium  carbonate. 
Neutralizing  capacity  in  mEq  antacid  is  based  on  Fordtran’s  method;  see  footnote  on  page  1 13. 
cCost  is  the  list  price  in  the  1974  American  Druggist  Blue  Book  plus  standard  50%  retail  markup. 
dTitralac  also  contains  glycine. 

eMagaldrate  is  a chemical  combination  of  aluminum  and  magnesium  hydroxides. 


acid  regimen  should  be  maintained  for  at  least  seven 
to  ten  pain-free  days  in  the  case  of  duodenal  ulcers 
or  until  complete  healing  is  demonstrated  in  the  case 
of  gastric  ulcers.7-9  Intensive  antacid  therapy  is 
especially  important  in  gastric  ulcer  patients  be- 
cause acute  gastric  ulcers  appear  to  heal  significant- 
ly faster  under  antacid  therapy. 1 Aggressive  antacid 
therapy  can  also  help  lead  the  physician  to  an  early 
decision  on  the  possible  malignancy  of  a given  gas- 
tric ulcer. 

A double  dose  of  antacid  at  bedtime  with  or  with- 
out an  anticholinergic  agent  is  often  recommended, 
but  there  are  no  clinical  data  to  support  the  increased 
efficacy  of  such  a regimen.  Antacid  should  be  given 
to  relieve  typical  ulcer  pain  as  it  arises  between  regu- 
larly scheduled  doses. 

There  is  considerable  disagreement  on  antacid 
dosage  to  be  used  in  clinical  practice.  Morrissey  and 
Barreras  advocate  a low  dose  regimen  in  which  1 0 to 
15  ml  of  an  aluminum-magnesium  hydroxide  prep- 
aration is  alternated  every  other  hour  with  a con- 
stipating antacid.”  Fordtran  recommends  an  hourly 
regimen  in  which  80  mEq  (30  ml  of  Maalox®)  is 
given  for  acute  duodenal  ulcers  and  40  mEq  is  given 


for  acute  gastric  ulcers.7  Since  the  clinical  efficacy 
of  antacid  therapy  in  the  accelerated  healing  or  pre- 
vention of  complications  of  peptic  ulcer  disease  has 
not  been  proved  beyond  doubt,  the  trade-off  be- 
tween adequate  neutralization  and  bothersome  side 
effects  cannot  be  determined.  Lacking  such  infor- 
mation, the  physician  should  prescribe  an  antacid 
dose  which  falls  between  that  advocated  by  Morris- 
sey and  Barreras  on  the  one  hand  and  by  Fordtran 
on  the  other,  but  consistent  with  patient  comfort. 

Rationale  for  Massive  Antacid  Therapy 
Clinical26  and  experimental27  evidence  suggests 
that  patients  at  high  risk  to  develop  gastrointestinal 
hemorrhage  (e.g.,  patients  in  burn  or  trauma  units) 
may  be  protected  from  stress  ulceration  and  massive 
bleeding  by  constant  gastric  neutralization  with  high 
dose  antacid.  Randomized  prospective  studies  are 
currently  underway  to  resolve  this  issue.  Recently, 
Curtis  reported  that  uncontrolled  bleeding  stopped 
in  23  out  of  25  patients  with  massive  upper  gastro- 
intestinal hemorrhage  when  intragastric  pH  was 
held  at  7 by  the  instillation  of  high  dose  antacid 
Continued  on  Page  117 
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—News  From  Blue  Cross  and  Blue  Shield— 


PROVIDER  AND  PROFESSIONAL  RELATIONS  MERGE 

Maine  Blue  Cross  and  Blue  Shield  has  merged  its  Provider  and  Utilization  Review 
Department  and  Professional  Relations  Department  to  allow  a more  even  flow  of  communica- 
tions to  all  providers  throughout  the  State.  The  new  department  will  he  called  the  Provider  and 
Professional  Relations  and  Utilization  Review  Department. 

Rather  than  communicating  with  only  one  group  of  healthcare  providers  as  they  have 
been  prior  to  the  merger,  the  Administrators  of  Provider  and  Professional  Relations  will  now 
be  able  to  maintain  close  communications  with  all  providers,  including  physicians,  hospitals, 
dentists,  pharmacists,  and  home  care  agencies.  To  allow  for  this  cross  communications,  staff 
members  that  formerly  conversed  only  w ith  physicians  will  be  visiting  hospitals  and  those  that 
were  primarily  concerned  with  hospitals  will  be  meeting  with  physicians.  This  cross-training 
has  already  started  and  is  expected  to  be  completed  by  Fall  1975. 

The  merger  w ill  also  allow  for  a more  equal  division  of  the  State  into  geographic  areas, 
resulting  in  better  service  to  providers  of  healthcare. 


PROMOTIONS  ANNOUNCED 

The  Board  of  Directors  of  Maine  Blue  Cross  and  Blue  Shield  has  announced  the  promo- 
tion of  Thomas  W.  Cathcart  from  Director  of  Health  Care  Planning  and  Research  to  Vice 
President  of  Research  and  Provider  Affairs.  A graduate  of  Harvard,  he  joined  Maine  Blue 
Cross  and  Blue  Shield  as  an  Administrator  of  Professional  Relations  in  1969.  Besides  monitor- 
ing the  activities  of  the  newly-formed  Provider  and  Professional  Relations  and  Utilization 
Review  Department.  Cathcart  will  be  responsible  for  the  activities  of  the  Health  Care 
Planning  and  Research  Department  and  the  Maine  Health  Data  Service.  He  is  a member  of  the 
Maine  Health  Study  Commission  and  the  Joint  Advisory  Committee  on  ambulatory  care  in 
Cumberland  County. 

Laura  P.  Franciose.  R.N..  has  been  promoted  to  Director  of  Provider  and  Professional 
Relations  and  Utilization  Review.  She  is  a graduate  of  Mercy  Hospital  School  of  Nursing  and 
St.  Joseph's  College,  where  she  received  her  B.S.  Prior  to  joining  Maine  Blue  Cross  and  Blue 
Shield  in  1972  as  Coordinator  of  the  Maine  Blue  Cross  and  Blue  Shield  Home  Health  Care 
Program,  she  was  Coordinator  of  the  Mercy  Hospital  Home  Health  Care  Program.  She  is  a 
member  of  the  School  Board  for  Holy  Cross  School  and  a member  of  the  Board  and  the 
Executive  Committee  of  the  Maine  Chapter  of  the  Arthritis  Foundation. 
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News,  Notes  and  Announcements 


Tufts  University  School  of  Medicine 
Office  of  Continuing  Education 

1975  Course  Announcements 
INHALATION  AND  RESPIRATORYTHERAPY COURSE 
(XIV):  7th  Floor  Lecture  Hall,  Tufts  University  School  of 
Dental  Medicine,  April  21-25,  1975;  9-5 
EARLY  CARE  OF  THE  SICK  NEWBORN  INFANT:  Co- 
sponsored with  St.  Margaret’s  Hospital;  Marriott  Motor  Hotel, 
Newton;  May  9-10,  1975 

A REVIEW  OF  RECENT  ADVANCES  IN  INTERNAL 
MEDICINE:  Marriott  Motor  Hotel,  Newton;  May  27-31,  1975: 
8:30-5:30 

GROSS  AND  MICROSCOPIC  PATHOLOGY  OF  THE 
SKIN:  In  cooperation  with  the  Department  of  Dermatology; 
Howard  Johnson’s  57  Park  Plaza,  Boston:  June  9-13,  1975;  9-5 
All  courses  and  programs  are  accredited  by  the  American 
Medical  Association  for  the  Physician’s  Recognition  Award. 

For  additional  information  on  individual  courses  and  fees, 
please  write  to:  Office  ofContinuing  Education, Tufts  University 
School  of  Medicine,  Box  72,  136  Harrison  Avenue,  Boston,  MA 
02111.  Telephone:  (617)  423-4600,  extension  309  or  310. 


Seminar  on  Drug  Therapy 

“The  Focus  on  Pharmacy ” program  of  the  Bingham  As- 
sociates Fund  will  be  conducting  a seminar  on  drug  therapy  April 
30,  1975.  The  program,  intended  for  physicians,  nurses  and 
pharmacists,  will  feature  presentations  on  anti-infective  agents, 
analgesic  therapy,  psychotherapeutic  agents,  agents  for  arthritis 
and  gout,  total  parenteral  nutrition,  and  oncology  therapy. 

The  meeting  will  be  held  at  the  Eastern  Maine  Medical  Center 
in  Bangor.  Contact  Mr.  Robert  Auger  at  Maine  Medical  Center  in 
Portland,  or  Mr.  John  Kausch  at  Eastern  Maine  Medical  Center, 
Bangor. 


University  Association  for  Emergency  Medical  Services 

1975  Annual  Meeting 
May  20-24,  1975 

Bayshore  Inn,  Vancouver,  British  Columbia,  Canada 
Fee:  $60;  $30  residents 

Contact:  Arthur  E.  Auer,  Executive  Secretary,  P.O.  Box  1241, 
East  Lansing,  Michigan  48823. 

1976  Annual  Meeting 
May  10-16,  1976 

University  Hilton  Hotel,  Philadelphia.  Pennsylvania 
Contact:  Arthur  E.  Auer,  Executive  Secretary,  P.O.  Box  1241, 
East  Lansing,  Michigan  48823. 


Second  Annual 
Aspen  Mushroom  Conference 

The  Aspen  Mushroom  Conference  is  designed  for  physicians, 
scientists  and  amateur  mycologists  interested  in  the 
identification,  toxic  and  hallucinogenic  properties  of  mush- 
rooms. The  Conference  is  sponsored  by  the  Beth  I srael  Hospital. 
Denver  and  the  Colorado  Mountain  College, Glenwood  Springs, 
Colorado  and  will  be  held  at  the  Hotel  Jerome,  Aspen,  Colorado, 
August  11-15,  1975. 

An  out  standing  group  of  Colorado  and  visiting  mycologists  and 
physicians  will  serve  as  a faculty  for  the  Conference.  Didactic 
sessions  and  refresher  courses  on  mushroom  identification  will 
be  held  in  the  early  mornings  and  late  afternoons  at  the  novice 
and  advanced  student  levels.  Group  discussions  on  advances  in 
the  diagnosis  and  treatment  of  mushroom  poisoning  will  be  of- 
fered to  physicians  and  others  interested  in  this  subject.  Gener- 


ally, in  the  late  summer,  the  Aspen  mountains  are  richly  produc- 
tive of  a wide  variety  of  mushrooms.  Experienced  leaders  will 
conduct  daily  forays  into  the  surrounding  mountains  to  collect 
edible  and  poisonous  species  and  study  their  field  characteristics. 

For  further  information  write  to:  Aspen  Mushroom  Confer- 
ence, Registration  Division,  3300  South  Wabash  Court.  Denver. 
Colorado  80231,  tel.:  303-755-2588. 


5th  International  Congress  of  Electromyography 

Dates:  September  21,  22,  23,  and  24,  1975 
Place:  Mayo  Clinic,  Rochester.  Minnesota 
Host  Society:  American  Association  of  Electromyography  and 
Electrodiagnosis  (AAEE) 

Organizing  Committee: 

Dr.  E.  H.  Lambert  (Rochester) 

President  of  the  Congress 
Dr.  W.  R.  Kennedy  (Minneapolis) 
Secretary  of  the  Congress 
Dr.  J.  Thomas  (Rochester) 

Treasurer  of  the  Congress 
Dr.  R.  J.  Ellingson  (Omaha) 

Secretary.  IFSECN 
Dr.  A.  Struppler  (Munich) 

Chairman.  EMG  Commission  IFSECN 
Dr.  W.  C.  Wiederholt  (La  Jolla) 

Secretary-Treasurer  AAEE  (ex  officio) 

American  Board  of  Family  Practice 

The  American  Board  of  Family  Practice  announces  that  it  will 
give  its  next  two-day  written  certification  examination  on 
November  1-2,  1975.  It  will  be  held  at  five  centers  geographically 
distributed  throughout  the  United  States.  Information  regarding 
the  examination  may  be  obtained  by  writing: 

Nicholas  J.  Pisacano,  M.D.,  Secretary 
American  Board  of  Family  Practice,  Inc. 

University  of  Kentucky  Medical  Center 
Annex  #2,  Room  229 
Lexington.  Kentucky  40506 

PLEASE  NOTE:  It  is  necessary  for  each  physician  desiring  to 
take  the  examination  to  file  a completed  application  with  the 
Board  office.  Deadline  for  receipt  of  applications  in  this  office  is 
June  15,  1975. 


Mass  Education  Program  to  Combat  Pinworms, 
Roundworms  Launched  by  Roerig  Division  of 
Pfizer  Pharmaceuticals 

Combatting  two  major  intestinal  parasite  problems  of  school- 
age  children,  pinworms  and  roundworms,  is  the  subject  of  a 
sound-slide  kit  which  can  be  borrowed,  without  charge,  by 
groups  of  medical  professionals  and  medical  and  nursing  stu- 
dents. Physicians,  nurses  and  health  educators  may  also  borrow 
the  slides  for  showing  to  schools,  parents'  groups  and  other  civic 
organizations. 

Prepared  by  the  Roerig  Division  of  Pfizer  Pharmaceuticals,  the 
kit  of  more  than  80  slides  and  a tape  cassette  is  designed  as  a 
weapon  in  a campaign  launched  by  Vivian  K.  Harlin.  M.D., 
president  of  the  American  School  Health  Association.  At  the 
group's  recent  annual  convention.  Dr.  Harlin,  who  is  also  direc- 
tor of  health  services,  Seattle  Public  Schools,  called  for  “a  con- 
certed attack  on  a problem  that  could  affect  as  many  as  one-tenth 
of  the  nation's  population*,  the  greater  proportion  of  them  chil- 
dren." She  added  that  pinworms  might  be  found  to  be  even  more 
prevalent  if  adequate  screening  programs  were  initiated  to  detect 
cases. 

Dr.  Harlin  pointed  out  that  some  of  the  problems  of  pinworm 
or  roundworm  infection  may  be  considered  serious,  while  some 
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are  merely  troublesome  and  that  "serious"  could  mean  such 
clinical  manifestations  as  pneumonia,  perforated  bowel,  and 
bloody  or  mucous  diarrhea.  Also,  some  of  the  troublesome  but 
less  serious  problems  may  be  loss  of  appetite,  insomnia,  anal  itch 
and  irritability. 

The  president  of  A.S.H.A.  also  described  the  impact  on  a 
mother,  "shocked  to  find  that  her  child  is  infected  or  re-infected 
with  those  ugly  crawling  things.  Then  she  becomes  upset  and 
angry  because  she  has  washed,  chloroxed,  boiled,  brushed,  vac- 
uumed, air-dried,  fumigated,  and  medicated  the  child,  the 
clothes,  the  bedding,  the  brothers  and  sisters,  and  perhaps  the  cat 
and  dog.  only  to  find  that  the  child  is  itching  and  scratching  again 
and  that  flashlight  examination  of  the  anal  region  at  night  reveals 
that  the  pesky  creatures  are  back  again.  It’s  a lot  of  work  for  a 
busy  mother  to  treat  for  worms,  to  say  nothing  of  the  embarrass- 
ment she  feels  in  having  the  school  call  this  type  of  infection  to 
her  attention." 

Beginning  with  the  importance  of  hand-washing,  and  trimming 
the  nails  rather  than  biting  them,  the  sound-slide  presentation 
outlines  personal  hygiene,  and  housekeeping  steps  to  break  the 
cycle  of  reinfection.  Curing  an  infected  person  begins  with  a 


simple  diagnostic  test  in  which  the  anal  area  is  swabbed  with  a 
scotch  tape  strip,  which  is  examined  under  a microscope  by  a 
medical  professional  to  detect  pinworm  eggs.  A pleasant, 
single-dose  treatment  can  then  be  prescribed  by  a physician. 

To  borrow  a sound-slide  set  and  obtain  quantities  of  popularly 
written  booklets  on  treating  pinworms  and  roundworms,  medical 
and  nursing  professionals  and  health  educators  may  contact  their 
local  Roerig  medical  service  representative  or  write  on  their 
letterhead  to  Roerig,  Pfizer.  Inc.,  235  East  42nd  Street,  New 
York,  N.Y.  10017. 


'American  Public  Health  Association  Report.  “Control  of  Communicable  Diseases,” 
statement  to  press  by  Warren  Lawson.  M.D..  Minnesota  State  Health  Commis- 
sioner. and  statement  to  press  by  Richard  I Wenzel.  M.D.,  Health  Commissioner 
for  Toledo  and  Lucas  County.  Ohio. 


Involvement  — Fulfillment 

is  our  theme  to  apply.  Have  you  as  an  Auxilian  or  the  wife  of  a 
physician  welcomed  the  new  doctor  and  his  family  in  your  com- 
munity with  just  a simple  phone  call? 

June  M.  Ficker 
President 


DRUG  THERAPY  REVIEWS  — PHARMACOLOGY  AND  CLINICAL  USE  OF  ANTACIDS 

Continued  from  Page  114 


per  nasogastric  tube.28  Further  confirmation  of  this 
clinical  observation  is  awaited. 
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Necrologies 

JOHN  B.  TlTHERINGTON,  M.D. 

1919-1974 


Dr.  John  B.  Titherington,  55,  a general  surgeon  who  practiced 
in  Portland,  Maine  from  1952to  1965, died  onNovember  25.  1974 
after  a long  illness. 

He  was  born  in  New  York  City  on  February  19,  1919,  son  of 
Richard  H.  and  KateG.  Titherington. 

A graduate  of  MIT,  Dr.  Titherington  received  his  medical 
degree  from  Harvard  Medical  School  in  1945.  In  addition  to  his 
medical  degrees,  he  earned  a degree  in  chemical  engineering. 
After  completing  a surgical  residency  at  Columbia  Presbyterian 
Hospital  in  New  York,  he  practiced  in  Portland  and  was  a 
member  of  the  medical  staffs  of  the  Maine  Medical  Center  and 
the  Mercy  Hospital. 

He  resided  in  Falmouth  and  subsequent  to  his  premature  re- 


tirement which  was  necessitated  because  of  a series  of  disabling 
illnesses,  he  moved  to  Bremen  and  then  to  Union,  where  he 
resided  at  the  time  of  his  death. 

Dr.  Titherington  was  an  affiliate  member  of  the  Cumberland 
County  Medical  Society  and  the  Maine  Medical  Association.  He 
was  also  a member  of  the  American  Medical  Association. 

Surviving  are  his  widow,  the  former  Trudy  Grossman:  a 
daughter.  Miss  Jeanne  Titherington  of  Bremen;  two  sons,  Geof- 
frey Titherington  of  Sanford  and  Gregory  Titherington  of 
Damariscotta;  two  stepdaughters,  Miss  Louise  Grossman  of 
Glen  Cove,  New  York  and  Mrs.  Amby  Lyman  of  Patchoque, 
New  York;  a brother,  William  Titherington  of  Litchfield,  Con- 
necticut; and  two  grandchildren. 


K.  Alexander  Laughlin,  M.D. 

1908-1974 


Dr.  K.  Alexander  Laughlin,  66,  of  Ontario,  Canada,  a Port- 
land, Maine  obstetrician  and  gynecologist  for  more  than  30  years, 
died  on  December  12,  1974  in  a Kingston,  Ontario  hospital  after  a 
week's  illness. 

Born  inGorham,  New  Hampshire  on  October  19.  1908,  he  was 
the  son  of  Harry  and  Sadie  Laughlin. 

Dr.  Laughlin  was  graduated  from  Portland  High  School  and 
the  University  of  Maine  and  received  his  medical  degree  from  the 
University  of  Michigan  Medical  School  in  1935.  He  interned  at 
the  Western  Reserve  Hospital  and  served  a residency  at  Johns 
Hopkins.  During  World  War  II,  he  served  as  a Major  in  the  U.S. 
Air  Force  as  a flight  surgeon  in  the  Burma-China  Theater.  He 


located  in  Portland  in  1941  and  moved  to  Ontario,  Canada  in 
January  1974  when  he  retired  from  active  practice. 

An  affiliate  member  of  the  Cumberland  County  Medical  Soci- 
ety and  the  Maine  Medical  Association,  he  was  also  a member  of 
the  American  Medical  Association,  the  Maine  Obstetrics  and 
Gynecology  Society,  and  a diplomat  of  the  American  Board  of 
Obstetrics  and  Gynecology.  Dr.  Laughlin  was  on  the  staffs  of  the 
Mercy  Hospital  and  the  Maine  Medical  Center. 

Surviving  are  three  sons,  Kent  A.  of  Newark,  Delaware,  Jef- 
frey S.  of  Portland,  and  Gary  B.  of  Falmouth;  two  sisters,  Mrs. 
Hazel  Soule  of  Odessa,  Ontario  and  Mrs.  Olia  Burt  of  Clearwa- 
ter, Florida. 


Stella  L.  Uldall,  M.D. 

1920-1975 


Dr.  Stella  L.  Uldall,  54,  formerly  of  Augusta,  Maine,  died  on 
January  6 in  Houston,  Texas. 

Born  in  Zambales,  Philippines  on  May  22,  1920,  she  was  the 
daughter  of  Potenciano  L.  and  Irene  N.  Lesaca. 

Dr.  Uldall  was  graduated  from  the  University  of  SantoTomas, 
Manila,  Philippines  and  received  her  medical  degree  from  the 
Faculty  of  Medicine  and  Surgery  University  of  Santo  Tomas  in 
1943.  She  interned  at  the  University  & Affiliated  Hospital,  served 
internships  at  the  Woman’s  Hospital  of  Philadelphia  and  the 
Abington  Memorial  Hospital,  Philadelphia,  and  took  post- 
graduate courses  at  the  Philadelphia  General  Hospital  and  the 
University  of  Indiana  School  of  Medicine.  Hospital  appoint- 


ments include  the  Institute  of  Juvenile  Research  in  Chicago,  the 
Clinica  Santa  Catalina,  the  University  of  the  Americas,  Mexico 
City,  Mexico  and  the  Devereux  Schools  in  Victoria,  Texas.  In 
1967,  Dr.  Uldall  joined  the  staff  as  a psychiatrist  at  the  Augusta 
Mental  Health  Institute,  where  she  served  until  her  resignation 
due  to  ill  health  in  July  1974. 

She  was  a member  of  the  Kennebec  County  Medical  Associa- 
tion, the  Maine  Medical  Association,  the  American  Psychiatric 
Association,  and  the  Maine  Psychiatric  Association  of  which  she 
was  treasurer. 

Surviving  are  a son,  Robert  Garcia;  a daughter.  Zenaida 
Blume;  and  a granddaughter,  all  of  Houston.  Texas. 


Stephen  S.  Brown,  M.D. 

1892-1975 


Dr.  Stephen  S.  Brown,  82,  of  Mars  Hill,  Maine,  administrative 
director  of  the  former  MaineGeneral  Hospital  from  1931  to  1949, 
died  on  January  1 9 at  a Fort  Fairfield  hospital  after  a brief  illness. 

He  was  born  in  Calais,  Maine  on  September  20.  1892,  son  of 
Samuel  E.  and  Susan  P.  Brown. 

Dr.  Brown  was  graduated  from  the  University  of  Maine  and 


received  his  medical  degree  from  Tufts  University  School  of 
Medicine  in  1929.  Following  his  internship  and  residency  at  the 
MaineGeneral  Hospital,  Dr.  Brown  became  acting  director  be- 
fore assuming  the  administrative  post.  In  1949.  he  located  in 
Mars  Hill. 

A senior  member  of  the  Aroostook  County  Medical  Society 
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and  the  Maine  Medical  Association,  he  was  also  a former 
member  and  past  president  of  the  New  England  Hospital  Associ- 
ation, a member  of  the  American  Medical  Association,  the 
American  Public  Health  Association  and  the  Maine  Cancer  Soci- 
ety. 


Surviving  are  a son,  Stephen  S.  Brown,  Jr.  of  Mars  Hill;  a 
daughter.  Mrs.  Robert  Goss  of  Brandon,  Vermont;  a brother, 
Frank  W.  Brown  of  Ozona.  Florida;  a sister.  Mrs.  Janet  B.  Ryan 
of  Mars  Hill;  and  six  grandchildren. 


William  L.  Casey,  M.D. 

1893-1975 


Dr.  William  L.  Casey,  81.  ofCape  Elizabeth,  Maine,  who  had 
practiced  in  greater  Portland  for  50  years,  died  on  January  24 
after  a long  illness. 

Born  in  Portland.  Maine  on  September  6.  1893.  he  was  the  son 
of  John  D.  and  Ellen  S.  Casey. 

He  was  graduated  from  Holy  Cross  College  and  received  his 
medical  degree  from  Tufts  University  School  of  Medicine  in 
1925. 

Dr.  Casey,  a retired  Colonel,  commanded  the  23rd  Station 
Hospital,  Seventh  Army  in  World  War  II . After  World  War  1 1 . he 


returned  to  Portland  and  resumed  his  practice  and  served  as 
assistant  city  physician  and  Cumberland  County  medical  ex- 
aminer. 

An  honorary  member  of  the  Cumberland  County  Medical  So- 
ciety and  the  Maine  Medical  Association.  Dr.  Casey  would  have 
been  eligible  for  his  50-year  pin  at  the  annual  session  this  June. 

His  wife,  the  former  Yvonne  B.  Fortin,  died  in  1965.  Surviving 
are  a son.  William  L.  Casey.  Jr.  of  Cape  Elizabeth;  a brother, 
John  J.  F.  Casey  of  Portland;  a sister.  Miss  Marion  Casey  ofCape 
Elizabeth;  a granddaughter  and  several  nieces  and  nephews. 


James  A.  Williams,  M.D. 

1881-1975 


Dr.  James  A.  Williams,  93.  of  Mechanic  Falls,  Maine  and 
Westport  Island,  died  on  February  20  at  a Lewiston  hospital. 

He  was  born  in  Topsham,  Maine  on  October  26.  1881,  son  of 
Joseph  M.  and  Elizabeth  A.  Williams. 

Graduating  from  Brunswick  High  School.  Bowdoin  College  in 
1905  and  Farmington  Normal  School  in  1908,  he  served  as  princi- 
pal of  Lubec  High  School  for  two  years  and  superintendent  of 
schools  in  Millinocket  and  Patton  for  two  years.  In  1914,  Dr. 
Williams  received  his  medical  degree  from  Bowdoin  Medical 
School  and  then  interned  at  St.  Mary's  Hospital  in  Lewiston. 


Dr.  Williams  practiced  in  Readfield,  South  Gardiner  and 
Jonesport.  and  in  1924  located  in  Mechanic  Falls. 

An  honorary  member  of  the  Androscoggin  County  Medical 
Association  and  the  Maine  Medical  Association,  Dr.  Williams 
received  a 50-year  pin  in  1964.  a 55-year  pin  in  1969  and  a 60-year 
pin  in  1974. 

Surviving  are  his  widow,  the  former  Alice  Blake;  three  sons, 
Richard  A.,  Frank  R.  and  Roger  J.,  all  of  Mechanic  Falls;  a 
brother,  Roger  E.  of  Topsham;  four  grandchildren  and  a great- 
grandchild. 


Achsa  M.  Bean,  M.D. 

1900-1975 


Dr.  Achsa  M.  Bean.  74,  died  on  March  5 at  her  Lucia  Beach 
residence  on  Ash  Point.  Owl’s  Head.  Maine. 

Born  in  Detroit.  Maine  on  June  3,  1900,  she  was  the  daughter  of 
J.  Ralph  and  Florence  E.  Bean. 

Dr.  Bean  was  graduated  from  the  University  of  Maine  and 
received  her  medical  degree  from  the  University  of  Rochester 
School  of  Medicine  in  1936.  Following  her  internship  and  resi- 
dency at  Strong  Memorial  and  Rochester  Municipal  Hospitals, 
Dr.  Bean  practiced  at  various  hospitals  in  New  York  and  was 
head  of  the  medical  department  of  Vassar  College,  retiring  from 
that  position  in  1963.  Since  that  time,  she  had  made  her  home 


with  Dr.  Barbara  B.  Stimson  at  Owl’s  Head. 

During  World  War  II.  Dr.  Bean  served  with  the  Royal  Army 
Medical  Corps.  Great  Britain,  and  received  her  commission  as 
Major.  In  1943,  she  transferred  to  the  U.  S.  Naval  Reserves, 
holding  the  rank  of  Lieutenant  Commander. 

A senior  member  of  the  Knox  County  Medical  Society  and  the 
Maine  Medical  Association,  she  was  also  a member  of  the 
American  Medical  Association. 

Surviving  are  a niece,  Mrs.  Charles  Strohmeyer  of  Reading, 
Pennsylvania;  a nephew,  Robert  Bean  of  Augusta;  and  two 
grandnieces  and  one  nephew. 


Ralph  P.  Earle,  M.D. 

1913-1975 


Dr.  Ralph  P.  Earle,  61 , of  Vinalhaven,  Maine,  who  established 
one  of  the  State's  first  regional  medical  programs  in  Vinalhaven. 
died  on  February  25  following  a long  illness. 

Born  in  Philadelphia  on  August  15,  1913,  he  was  the  son  of 
Ralph  P.  and  Ida  E.  Earle. 

Dr.  Earle  was  graduated  from  Friends  Central  School  in 
Philadelphia  and  the  University  of  Pennsylvania,  received  his 
medical  degree  from  Hahnemann  Medical  College  in  1936,  and 
interned  at  Hahnemann  Hospital  in  Worcester,  Massachusetts. 

His  first  trip  to  Vinalhaven  was  on  a family  vacation  in  1922.  In 


1932,  he  returned  as  a teenager  to  spend  the  entire  summer  and 
from  then  on  came  every  chance  he  had.  Vinalhaven  was  always 
on  his  mind  and  Dr.  Earle  set  up  practice  in  March  of  1937.  In 
1942,  he  applied  for  a commission  in  the  Army  AirCorps  and  was 
assigned  to  the  AirTransport  Command.  Back  in  Philadelphia  by 

1945,  he  was  asked  by  the  people  of  Vinalhaven  to  return.  In 

1946,  the  IslandsCommunity  Medical  Service  was  established  as 
a partially  tax-supported,  non-profit  organization.  By  the  1950s, 
Dr.  Earle  established  a regional  medical  program  of  preventative 
medicine,  public  health  nursing  service,  a pharmacy,  and  a vari- 
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ety  of  clinics,  as  well  as  a diagnostic  and  treatment  center.  It  was 
a decade  later  before  the  concept  was  adopted  elsewhere  in  the 
State.  Through  Dr.  Earle’s  efforts,  assistance  was  obtained  from 
the  U.  S.  Government  under  the  Hi  11 -Burton  Act  to  construct  the 
present  Islands  Community  Medical  Center  (ICMC),  the  only 
diagnostic  and  treatment  center  built  under  this  program  in 
Maine.  Ever  since  its  opening  in  1962,  it  has  operated  in  the 
black.  “Pill  Hill,”  as  the  islanders  affectionately  knew  his  clinic, 
stands  as  an  example  of  what  rural  medicine  should  be,  a monu- 


ment to  the  dedication  and  skills  of  that  one  man. 

Dr.  Earle  was  a member  of  the  Knox  County  Medical  Society, 
the  Maine  Medical  Association,  and  the  American  Medical  As- 
sociation. 

Survivors  include  his  mother,  Mrs.  Elizabeth  Earle  of  Vin- 
alhaven;  two  brothers.  Jack  Earle  of  Baltimore,  Maryland  and 
Albert  Earle  of  Mountainside,  New  Jersey;  and  several  nieces 
and  nephews. 


County  Society  Notes 


PENOBSCOT 

The  monthly  meeting  of  the  Penobscot  County  Medical  Soci- 
ety was  held  on  November  19,  1974  at  Sing’s  Restaurant  in 
Bangor,  Maine,  with  63  members  in  attendance. 

The  meeting  was  opened  by  the  President,  Dr.  David  M.  Sen- 
senig,  and  the  minutes  of  the  October  meeting  were  approved  as 
read. 

Applications  for  membership  into  the  County  Society  were 
received  from  Drs.  Marshall  Smith  and  Joseph  Guaraldo.  These 
were  reviewed  and  approved  by  the  Executive  Council  and  sub- 
sequently these  applications  were  unanimously  approved  by  the 
membership. 

A letter  was  received  from  Dr.  Charles  E.  Burden  of  Bath, 
Maine  concerning  a new  Blue  Cross  and  Blue  Shield  80%  usual, 
reasonable,  and  customary  policy.  Dr.  Burden  objected  to  this 
policy  on  several  grounds  and  requested  that  the  County  Society 
vote  to  reject  this  contract  and  resign  from  participation  in  the 
Blue  Shield  program  if  Blue  Shield  does  not  withdraw  the  con- 
tract. After  discussion  of  this  communication,  it  was  requested 
that  the  representative  from  our  district  to  the  Executive  Com- 
mittee of  the  Maine  Medical  Association  be  instructed  to  inquire 
about  this  policy  and  report  back  to  the  membership  at  the  next 
meeting.  It  was  also  requested  that  the  secretary  contact  Blue 
Shield  and  request  an  explanation  and  more  details  of  this  new 
policy  so  that  we  may  have  more  information  available  to  us  to 
judge  the  potential  ramifications  of  this  new  policy. 

There  was  no  old  business. 

There  was  no  new  business. 

Following  the  business  meeting,  the  speaker  for  the  evening. 
Dr.  Irving  Ariel,  Clinical  Professor  of  Surgery,  New  York  Medi- 
cal College,  spoke  on  “Newer  Knowledge  Concerning  the 
Natural  History  of  Melanoma  and  Result  of  Treatment."  Dr. 
Ariel  provided  a most  interesting  discussion  concerning 
melanoma  and  the  surgical  treatment  of  this  disease.  A discus- 
sion period  followed  his  presentation. 

As  there  was  no  further  business,  the  meeting  was  adjourned. 


The  monthly  meeting  of  the  Penobscot  County  Medical  Soci- 
ety was  held  on  December  17,  1974  at  the  Tarratine  Club  in 
Bangor,  Maine.  The  meeting  was  opened  by  the  President,  Dr. 
David  M.  Sensenig. 

The  minutes  of  the  meeting  of  November  1974  were  read  and 
approved. 

A report  to  the  membership  of  the  recent  meeting  of  the  H ouse 
of  Delegates  of  the  Maine  Medical  Association  was  given  by  Dr. 
Thornton  W.  Merriam,  Jr.  This  report  covered  the  various  items 
of  business  discussed  and  transacted  during  the  December  1974 
meeting.  The  topic  of  Blue  Shield’s  80%  Usual,  Reasonable,  and 
Customary  contract  was  again  discussed.  This  was  discussed  in 
detail  at  the  House  of  Delegates  meeting  in  December.  A detailed 
discussion  to  the  membership,  however,  was  postponed  until  the 
January  meeting  when  a representative  of  Blue  Shield  would  be 
invited  to  attend  and  explain  this  policy  and  its  ramifications 
more  fully. 

It  was  announced  that  theNominatingCommittee  of  the  Maine 


Medical  Association  would  meet  on  January  8,  1975,  and  if  any 
member  was  interested  in  serving  in  a position  or  committee,  to 
please  notify  the  member  of  the  N ominating  Committee  from  this 
district. 

By  a vote  of  the  membership,  the  request  of  Dr.  Emilio  Ocana 
to  transfer  membership  from  the  Aroostook  County  Medical 
Society  to  the  Penobscot  County  Medical  Society  was  approved. 

There  was  no  new  business. 

Following  the  business  meeting,  the  speaker  of  the  evening, 
Mr.  Eugene  Cudworth.  head  of  the  medical  malpractice  division 
of  the  Hartford  Insurance  Company  presented  an  up-to-date 
assessment  of  the  status  of  malpractice  across  the  country.  He 
presented  numerous  examples  of  medical  malpractice  problems 
and  how  various  states  and  parts  of  the  country  are  dealing  with 
this  problem.  After  Mr.  Cudworth's  presentation,  a lively  ques- 
tion and  answer  session  followed. 

As  there  was  no  further  business,  the  meeting  was  adjourned. 

Philip  G.  Hunter,  M.D.,  Secretary’ 


WASHINGTON 

The  regular  meeting  of  the  Washington  County  Medical  Soci- 
ety was  held  on  December  30,  1974  at  the  Peavey  Memorial 
Library  in  Eastport,  Maine,  with  seven  members  present. 

The  meeting  was  called  to  order  by  Dr.  G.  Bernard  Shaw, 
President  of  the  Medical  Society. 

Minutes  of  the  last  meeting  were  read  and  approved. 

New  Business: 

1 . Applications  for  admission  to  the  Washington  County  Med- 
ical Society  were  reviewed.  The  following  were  admitted  to 
membership:  Drs.  Ivan  P.  Markus  of  Machias  and  Rodney  P. 
Ryan  of  Woodland. 

2.  Discussion  of  the  new  Blue  Shield  80%  Usual  and  Reason- 
able and  Customary  policy.  Motion  was  made  and  passed  that  the 
sale  and  promotion  of  Blue  Shield  80%  Usual.  Reasonable  and 
Customary  policy  be  dropped.  The  Blue  Cross  and  Blue  Shield 
will  be  so  notified. 

3.  Next  business  was  the  discussion  relative  to  the  last  meet- 
ing of  the  House  of  Delegates,  held  on  December  14,  1974  at 
Bangor,  Maine.  Various  items  were  discussed,  including  dele- 
gates’ reports  from  the  AM  A.  Drs.  James  C.  Bates  and  A.  Cowan 
Collins  were  set  up  as  a committee  to  study  the  multiplicity  of 
health  systems  in  Washington  County;  also  to  further  study  the 
concept  of  a professional  assistant  to  the  Secretary  of  the  County 
Medical  Society. 


A regular  meeting  of  the  Washington  County  Medical  Society 
was  held  on  January  27,  1975  at  the  Staff  Lounge.  Down  East 
Community  Hospital,  Machias,  Maine,  with  eleven  members 
and  guests  present. 

The  meeting  opened  under  the  direction  of  Dr.  G.  Bernard 
Shaw,  President  of  the  Society. 

I.  Minutes  of  the  last  meeting  read  and  approved. 

II.  Discussion  by  Dr  Robert  G.  MacBride.  Delegate  to  the 
Maine  Medical  Association  and  Dr.  Donald  M.  Robertson,  alter- 
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nate  delegate,  in  regard  to  the  last  meeting  of  the  House  of 
Delegates  held  in  Bangor.  Maine. 

a.  Discussed  were  reports  of  the  AMA  Clinical  Conven- 
tion: Dr.  Robert  F.  McAfee,  the  official  delegate  mentioned 
the  $60.00  assessment  the  AMA  plans  to  collect  in  an  attempt 
to  recuperate  approximately  $3,000,000.00  deficit. 

b.  Also  discussed  was  the  Medical  School  for  Maine.  This 
was  followed  by  general  discussion  on  Malpractice  I nsurance 
with  increasing  rates  that  were  affecting  all  members  with 
apparent  difficulty  of  various  members  in  obtaining  insur- 
ance. plus  the  strong  possibility  of  the  present  rates  being 
doubled  within  one  or  two  months  and  again  increasing 
difficulty  in  obtaining  any  type  of  Malpractice  insurance. 

Dr.  James  C.  Bates  reported  on  the  concept  of  a professional 
assistant  secretary  to  the  Washington  County  Medical  Society  . 
He  stated  that  as  yet,  they  had  come  up  with  no  concrete  ideas. 
He  stated  that  he  and  Dr.  Arthur  C.  Collins  would  have  more  of  a 
report  on  their  progress  at  the  next  meeting. 

The  main  business  of  the  meeting  was  a discussion  of  the 
Constitution  and  Bylaws  of  the  Washington  County  Medical 
Society  that  were  first  formulated  in  January  28.  1897  and  the  last 
change  in  1 908.  It  was  moved  and  seconded  and  passed  that  the 
President  appoint  a committee  to  review  the  Constitution  and 
Bylaws.  Dr.  Shaw  stated  that  the  committee  would  be  furnished 
with  copies  of  the  present  bylaws  and  efforts  would  be  made  to 
obtain  copies  of  more  up-to-date  bylaws  from  other  societies  in 
the  State.  Members  of  the  Society  will  meet  with  members  from 
St.  Stephen  on  February  4.  1975  and  will  attempt  to  revitalize  the 
St.  Croix  Medical  Society. 

The  next  meeting  will  be  at  the  home  of  Dr.  A.  Cowan  Collins. 
Dennysville,  Maine  on  February  24,  1975. 

Meeting  adjourned:  9:20  p.m. 

Karl  V.  Larson,  M.D..  Secretary 


KENNEBEC 

The  Kennebec  County  Medical  Association  met  at  the  Au- 
gusta Civic  Center  on  December  19.  1974.  The  staff  of  the  Au- 
gusta Mental  Health  Institute  had  a brief  business  meeting  pre- 
ceding the  cocktail  hour  and  dinner.  Following  this,  the  Presi- 
dent. Dr.  William  E.  Schumacher,  presided  at  the  business  meet- 
ing. The  minutes  of  the  previous  meeting  were  accepted  as  read. 

The  applications  of  two  new  physicians  for  membership  in  the 
Association  were  read.  They  were  Drs.  Marvin  Eisengart  and 
Dorothy  Eisengart. 

Dr.  Schumacher  then  reported  on  the  status  of  the  revised 
bylaws.  He  discussed  the  section  of  the  bylaws  concerning  due 
process  which  should  include  the  following  points: 

A.  A full  and  fair  hearing  should  be  insured  the  physician 
against  whom  a complaint  is  made.  The  President  will  be  respon- 
sible for  delivering  a copy  of  the  charge  to  the  physician  involved, 
urging  that  the  problem  be  resolved  by  the  physician  with  the 
complainant. 

B.  The  President  would  then  check  to  see  if  the  charge  was 
dropped  or  the  problem  resolved  within  30  days. 

C.  If  the  charge  is  against  a physician  not  a member  of  the 
county  association,  it  will  be  referred  to  the  Maine  Medical 
Association  or  the  Board  of  Medical  Registration. 

Dr.  Francis  J.  O'Connor  suggested  that  we  get  a legal  opinion 
from  the  Maine  Medical  Association  regarding  this  proposed 
change  in  bylaws.  The  members  present  approved  this  and  Dr. 
Schumacher  stated  he  would  obtain  this  opinion. 

Dr.  Schumacher  then  suggested  that  the  Association  consider 
an  Executive  Secretary  to  handle  the  increased  work  that  the 
activities  of  the  Association  seem  to  require.  After  some  discus- 
sion. it  was  decided  that  a questionnaire  be  sent  out  to  the 
membership  to  determine  the  posture  of  the  Association, 
specifically  whether  the  Association  would  be  primarily  a social 
and  education  organization  or  would  become  more  involved  in 
the  socio-economic  and  political  activities  of  medicine.  Dr. 
O Connor  made  a motion  that  the  secretary  write  the  congres- 
sional delegation  regarding  noise  pollution.  This  was  after  an 


announcement  by  Dr.  Coring  W.  Pratt  that  the  legislation  that 
was  proposed  at  the  Federal  level  was  in  danger  of  passing 
without  significant  position  control  or  input. 

Dr.  Richard  T.  Chamberlin  gave  a report  of  the  House  of 
Delegates'  meeting  held  earlier  in  the  month.  There  was  some 
discussion  of  Mr.  Nellson's  report  to  the  House  of  Delegates  on 
the  80C  UCR  program.  After  some  discussion.  Dr.  George  I. 
Gould  suggested  that  Mr.  Nellson  be  invited  to  speak  to  the 
County  Association  and  the  secretary  was  instructed  to  extend 
an  invitation. 

Dr.  Gould,  as  chairman  of  the  Nominating  Committee,  pre- 
sented a slate  of  officers  as  follows: 

President:  Dr.  Joseph  J.  Hiebel,  Waterville 

Vice  President:  Dr.  James  C.  Hayes.  Augusta 

Secretary-Treasurer:  Dr.  Oscar  T.  Feagin.  Augusta 

Council  members:  Drs.  Richard  E.  Barron.  Winthrop.  Valen- 
tine J.  Moore  and  John  W.  Towne.  both  of  Waterville 

Delegates  to  the  M.M.A.  House  of  Delegates:  Drs.  Earle  M. 
Davis,  Raymond  E.  Culver  and  Anthony  Betts,  all  of 
Waterville.  Terrance  J.  Sheehan.  Augusta,  George  I. 
Gould.  Richmond  and  Richard  E.  Barron.  Alternates: 
Drs.  Charles  E.  Towne.  Antoine  A.  Atallah  and  J.  Alfred 
Letourneau.  all  of  Waterville.  John  H.  Shaw  and  Harry 
M.  K.  Peddie,  both  of  Augusta,  and  Howard  H . Milliken, 
Hallowell 

There  were  no  further  nominations  from  the  floor,  and  the 
secretary  was  instructed  to  cast  one  ballot  for  the  slate. 

It  was  pointed  out  that  an  opening  on  the  ExecutiveCommittee 
of  the  State  Association  would  have  to  be  filled  in  June  and  that 
the  membership  should  be  considering  nominees  for  this  posi- 
tion. Dr.  Paul  J.  Jabar  is  a member  of  the  Nominating  Committee 
from  Kennebec  County. 

Dr.  Theodore  J.  Radomski  then  introduced  the  speakers  of  the 
evening,  Mrs.  Marilyn  Mclnnis.  Director  of  the  State  Office  of 
Alcoholism  and  Drug  Abuse  Prevention,  and  Dr.  Walter  Chris- 
tie. Assistant  Professor  of  Psychiatry  at  Tufts  University  Medi- 
cal School  and  Director  of  Resident  Training  and  Research  in 
Psychiatry  at  the  Maine  Medical  Center.  They  presented  an 
interesting  program  on  people  with  alcohol  problems.  A lively 
question  and  answer  period  followed. 

The  meeting  adjourned  at  10:00  p.m. 

Kevin  Hill,  M.D.,  Secretary 

The  January  15th  meeting  of  the  Kennebec  County  Medical 
Association  was  held  at  the  Silent  Woman  Restaurant  in  Water- 
ville. Maine.  Following  cocktails  and  dinner,  the  President.  Dr. 
Joseph  J.  Hiebel  called  the  meeting  to  order. 

Minutes  of  the  previous  meeting  were  dispensed  with  for  the 
time  being. 

The  application  of  Dr.  Joseph  R.  Metz  for  membership  in  the 
Association  was  read.  The  Association  unanimously  accepted 
into  membership.  Drs.  Marvin  Eisengart  and  Dorothy  Eisengart. 

The  business  portion  of  the  meeting  was  devoted  to  a joint 
discussion  with  members  of  the  Kennebec  County  Bar  Associa- 
tion on  the  subject  of  the  legal  and  medical  definition  of  death. 
The  discussion  was  ably  led  by  Fouad  Saliem  of  the  Attorney 
General's  office  and  Dr.  Irving  I.  Goodof.  A most  interesting 
discussion  ensued.  No  particular  conclusions  were  obtained. 

O.  Thomas  Feagin,  M.D..  Secretary 


CUMBERLAND 

The  December  1974  meeting  of  the  Cumberland  County  Medi- 
cal Society  was  held  December  19  at  Valle's  Restaurant. 
Eighty-five  members  were  present.  The  dinner  and  service  were 
of  good  quality. 

Following  the  dinner,  the  business  meeting  was  called  to  order 
by  the  President.  Dr.  Stanley  B.  Sylvester. 

The  minutes  of  the  November  meeting  were  read  and  ac- 
cepted. 

The  application  of  Dr.  John  L.  Newcomb  was  read  for  the 
second  time  and  Dr.  Newcomb  voted  into  junior  membership. 
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The  Cumberland  County  representative  on  the  1975  Maine 
Medical  Association  Nominating  Committee  is  Dr.  Winton 
Briggs. 

Resolutions  on  the  deaths  ofDrs.  Wilbur  F.  Leighton.  Eugene 
E.  O'Donnell  and  John  B.  Titherington  were  read. 

A report  on  the  recent  meeting  of  the  Maine  Medical  Associa- 
tion House  of  Delegates  was  presented  by  Dr.  Douglas  R.  Hill. 

Following  this.  Dr.  Robert  E.  McAfee  presented  his  report  on 
the  recent  American  Medical  Association  meeting  in  Portland, 
Oregon. 

An  announcement  concerning  the  January  16,  1975  meeting  at 
Union  Mutual  was  made.  Wives  are  invited  as  guests.  The 
speaker  will  be  Mr.  Don  Larrabee. 

The  business  meeting  was  adjourned  by  Dr.  Sylvester  at  9:00 
p.m. 

Dr.  Harry  A.  Bliss  then  presented  his  concepts  of  a free  stand- 
ing primary  care  health  facility.  Dr.  Robert  M.  True  then  brought 
us  up  to  date  on  the  operations  at  the  Model  Family  Practice  Unit 
on  Munjoy  Hill. 

Alfred  E.  Swett,  M.D.,  Secretary' 


YORK 

The  annual  meeting  of  the  York  County  Medical  Society  was 
held  at  the  Cascades  Inn,  Saco,  Maine  on  January  8,  1975.  It  was 
a combined  affair  with  the  Woman's  Auxiliary  of  the  York 
County  Medical  Society. 

The  program  was  as  follows:  Social  Hour  — 6:30  p.m.  to  7:30 
p.m.;  Dinner  — 7:30  p.m.  to  9:00  p.m. 

The  featured  speaker  of  the  evening  was  Ralph  Ross  of  San- 
ford, Chief  Judge  of  District  Court,  State  of  Maine.  He  gave  an 
enlightening  talk  on  District  Courts  of  Maine.  The  talk  was  re- 
plete with  humor  and  information. 

The  meeting  was  presided  over  by  Dr.  Carl  E.  Richards  of 
Sanford,  President  of  the  York  County  Medical  Society.  Another 
feature  following  this  was  the  introduction  of  many  prominent 
guests  and  included  Dr.  and  Mrs.  John  B.  Madigan,  President  of 
the  Maine  Medical  Association  from  Houlton  and  Dr.  and  Mrs. 
William  O.  Buell  of  Biddeford.  Mrs.  Buell  is  currently  President 
of  the  Woman’s  Auxiliary  of  the  York  County  Medical  Society 
and  was  also  in  charge  of  the  guest  list. 

Separate  business  meetings  were  presided  over  by  the  respec- 
tive aforementioned  Presidents. 

The  format  of  the  Business  Meeting  of  the  York  County  Medi- 
cal Society  was  as  follows: 

Call  to  order  — Dr.  Carl  E.  Richards,  President. 

Dispensing  of  minutes  of  last  meeting  and  annual  report. 

Report  of  Nominating  Committee  — Dr.  Melvin  Bacon: 
President:  Dr.  Carl  E.  Richards,  Sanford 
Vice-President:  Dr.  Thomas  Anton,  Biddeford 
Secretary-Treasurer:  Dr.  Melvin  Bacon,  Sanford 
Executive  Committee  (to  include  above  officers):  Drs. 
Robert  S.  Lafond,  Saco  and  Walter  R.  Peterlein  Jr., 
Springvale 

Delegates  to  the  M.M.A.  House  of  Delegates:  Drs.  Carl  E. 
Richards,  Badi  M.  Haq,  Biddeford  and  Maurice  Ross, 
Saco.  Alternates:  Drs.  Owen  O.  Dow,  Kennebunk. 
Marcel  P.  Houle,  Biddeford  and  Alexander  W.  Magocsi, 
York 

CensorCommittee:  Drs.  Marion  K.  Moulton,  Chairman.  W. 
Newfield,  Roger  J.  P.  Robert,  Biddeford  and  Paul  S. 
Hill,  Jr.,  Saco 

Peer  ReviewCommittee: Drs.  Kenneth  E.  Leigh. Chairman, 
York,  Harry  Lapirow,  Kennebunk  and  Conner  M. 
Moore,  Saco 

Nominating  Committee  (for  1976):  Drs.  Melvin  Bacon. 
Chairman,  Charles  S.  Turville,  Alfred  and  Ralph  S. 
Belmont,  Sanford 

These  nominees  were  elected  to  office  for  1975. 

Report  of  House  of  Delegates  Meeting  held  in  Bangor,  Maine 
on  December  14,  1974  was  given  by  Dr.  Carl  Richards. 


New  Business:  Dr.  Thomas  D.  Chayka  of  York  was  voted  into 
membership  to  the  York  County  Medical  Society.  Also  voted 
and  passed  was  a resolution  presented  by  Dr.  Meredith  Russell. 
Emergency  Room  Physician.  Webber  Hospital.  Biddeford.  It 
read  as  follows:  "Sec.  74.  Transportation  to  Hospital.  Amend  by 
adding  at  the  end  of  the  section,  'Ambulance  personnel  may 
continue  to  render  emergency  treatment  at  the  hospital  under  the 
direction  and  control  of  a licensed  physician  until  such  time  as  in 
the  opinion  of  such  licensed  physician  there  is  no  further  need  for 
such  treatment  by  said  ambulance  personnel.’  ” This  is  part  of 
the  ambulance  service  chapter  of  Title  32. 

Announcement  of  Program  for  1975: 

March  12,  1975  — Goodall  Hospital,  Sanford 
May  14,  1975  — Webber  Hospital,  Biddeford 
October  8,  1975  — York  Hospital,  York 
January  14.  1976  — Annual  Meeting  (location  to  be  an- 
nounced later) 

Meeting  adjourned. 

Dancing  followed  with  music  by  Syd  Lerman  and  his  orchestra 
of  Portland.  Maine. 

This  truly  was  a gala  affair  with  94  doctors  and  wives  and 
guests  present.  It  is  also  worthy  of  mention  that  Dr.  Carl 
Richards  was  reelected  to  the  Presidency  of  the  York  County 
Medical  Society  and  his  33rd  term  as  a Delegate  to  the  Maine 
Medical  Association. 

This  affair  ended  at  midnight  and  was  enjoyed  by  all. 

Melvin  Bacon,  M.D Secretary 


LINCOLN -SAGADAHOC 

The  regular  monthly  meeting  of  the  Lincoln-Sagadahoc 
County  Medical  Society  was  held  at  the  Ledges  in  Wiscasset. 
Maine  on  January  21,  1975. 

The  meeting  was  called  to  order  at  8:40  p.m.  by  the  Vice- 
President,  Dr.  Ralph  C.  Powell.  The  minutes  of  the  December 
meeting  were  read  and  accepted  as  read. 

Dr.  Powell  then  turned  the  meeting  over  to  Dr.  Louis  Bachrach 
of  the  scientific  program  committee,  who  introduced  Dr.  Galen 
Johnson  of  Brunswick.  Dr.  Johnson  spoke  on  Carotid  Artery 
Disease. 

Old  Business:  None. 

New  Business:  None  except  reports  of  proposed  legislative 
actions. 

Committee  Report:  Treasurer’s  Report  accepted  as  printed. 
The  Nominating  Committee  Report  was  read  by  Dr.  John  F. 
Dougherty: 

President:  Dr.  Ralph  C.  Powell,  Damariscotta 
Vice-President:  Dr.  David  S.  Hill.  Bath 
Secretary-Treasurer:  Dr.  George  W.  Bostwick.  Newcastle 
Delegates  to  the  M.M.A.  House  of  Delegates:  Drs.  Anthony 
J.  Horstman,  Boothbay  Harbor  and  David  W.  Schall. 
Brunswick.  Alternates:  Drs.  Frank  O.  Avantaggio.  Jr., 
Damariscotta  and  Gilbert  R.  Rowan.  Bath. 

Censors:  Drs.  Samuel  L.  Belknap.  Damariscotta.  John  F. 
Dougherty,  Bath  and  Carl  R.  Griffin.  Jr.,  Boothbay 
Harbor 

Diabetes:  Dr.  Robert  M.  Hassan.  Damariscotta 
Scientific  Program:  Drs.  Robert  H . Dixon  and  Paul  H . Dum- 
dey,  both  of  Bath. 

The  motion  was  made  that  the  nominations  be  closed  and  that 
the  secretary  cast  one  vote  for  the  entire  slate  as  presented.  The 
motion  was  seconded  and  passed  unanimously. 

Dr.  Paul  A.  Fichtner  mentioned  some  bills  now  before  the 
State  legislature,  especially  regarding  generic  prescribing.  Dr. 
Peter  A.  Evans  reported  the  PSRO  decisions  of  Regional  Memor- 
ial Hospital.  Dr.  David  W.  Schall  mentioned  the  possibility  that 
the  State  Department  of  Health  and  Welfare  will  discontinue 
providing  free  laboratory  services.  Comment  was  generated.  The 
suggestion  was  made  that  legislature  committee  reports  be  sent 
to  each  hospital  staff  in  the  area. 

George  W.  Bostwick.  M.D.,  Secretary 
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Letter  to  the  Editor 


To  the  Editor: 

Two  new  medications,  Aarane  (Syntex).  and  Intal  (Fisons) 
have  been  on  the  market  for  over  a year,  both  are  Chromolyn 
Sodium,  which  are  administered  by  an  inhaler.  They  are  usually 
prescribed  q.i.d.  for  people  who  suffer  from  bronchial  asthma  on 
a perennial,  or  seasonal  basis.  These  have  been  very  effective  if 
used  with  proper  instruction  by  the  physician  to  the  patient  and  in 
the  proper  dose  for  symptomatic  reliefand  prevention  of  asthma- 
tic attacks.  However,  they  do  not  have  any  effect  on  the  bodies 
immune  system.  They  are  certainly  no  substitute  for  proper 
medical  work-up  of  a patient  w ho  has  symptoms  of  wheezing, 
and  certainly,  in  many  cases  is  not  a substitute  for  allergy  desen- 
sitization. or  hyposensitization,  now  called  Immuno-Therapy. 
Depending  on  where  you  obtain  Aarane  or  Intal.  the  cost  varies, 
but  the  average  cost  is  25c  per  capsule,  or  $1.00  per  day  for 
treatment. 

In  writing  this  letter.  I am  suggesting  that  anybody  who  pre- 
scribes this  medication,  to  consider  the  cost,  as  well  as  the 
indications,  and  realize  that  it  is  only  for  relief  of  the  symptoms  of 
wheezing,  and  prevention  as  long  as  it  is  used,  and  effective  if 
used  properly  in  an  unpredicated  number.  Most  important,  it  is 
not  a cure. 

I have  seen  many  patients  directly,  and  have  heard  about 
several  indirectly,  who  have  been  placed  on  this  medication 
because  of  wheezing,  which  is  due  to  irreversible  lung  disease, 
and  other  non-allergic  asthma  cases,  and  continued  to  be  used 
despite  no  relief  after  4-6  weeks.  In  such  instances,  these  medica- 
tions are  unlikely  to  result  in  good  results,  or  relief  of  symptoms, 
however,  this  does  not  contra-indicate  a therapeutic  trial  of  4 
weeks,  in  many  instances.  However,  if  no  effect  is  seen  after  that 
period  of  time,  it  is  very,  very  unlikely  that  relief  will  be  seen. 

The  use  ofChromolyn  Sodium  is  alleged  to  inhibit  the  degranu- 
lation of  sensitized  mass  cells  which  occurs  after  exposure  to 


specific  antigens  and  inhibits  the  release  of  histamine,  and  slow 
re-acting  substances  -A  from  the  cells  lining  the  bronchial  tree, 
and  therefore,  most  effective  in  situations  where  these  are  the 
chemical  mediators  of  asthma,  and  hence  more  effective  in  aller- 
gic asthma,  or  reversible  lung  disease  rather  than  in  chronic 
obstructive  lung  disease  and  other  causes  of  wheezing,  in  which 
it  may  be  ineffective.  Chromolyn  Sodium  has  no  intrinsic  bron- 
c hod  i I at  or.  antihistamine,  or  anti-inflammatory  activity. 

Patients  who  have  allergic  asthma  should  he  placed  on  Aarane, 
and/or  Intal  to  tide  them  over  a seasonal  problem,  or  perennial 
problem  until  Immuno-Therapy  can  be  instituted,  and  evaluated 
in  helping  the  patient.  Certainly  this  type  of  therapy  should  not  be 
prescribed  for  every  patient  who  has  mild  asthma,  i.e.,  a few 
attacks  per  year,  which  may  often  be  associated  with  bronchitis 
and  can  usually  be  controlled  with  bronchodilators,  and  antibio- 
tic and  an  expectorant. 

Most  allergists  are  selective  in  their  choice  of  patients  for 
whom  they  prescribe  Chromolyn  Sodium  and  have  been  very 
successful  in  reducing  steroid  dosage  in  patients  who  could  not 
be  maintained  on  the  usual  medications,  and  allergy  desensitiza- 
tion. as  well  as  environmental  control.  Chromolyn  Sodium  has 
helped  many  patients,  who  suffer  from  allergic  bronchial  asthma, 
but  since  it  is  relieving  the  symptoms  of  wheezing  as  long  as 
taken,  and  is  not  treating  the  disease,  it  is  no  substitute  for  allergy 
work-up,  and  if  indicated.  Immuno-Therapy. 

As  physicians,  we  must  dedicate  ourselves  to  the  relief  of  the 
symptoms,  but  more  importantly,  the  treatment  of  the  basic 
disease  process  which  in  allergic  disease  is  based  on  the  under- 
standing and  knowledge  of  Immunology. 

Thomas  F.  Conneen,  M.D. 

131  Chadwick  Street 

Portland.  Maine  04102 
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Letter  to  the  Editor 


To  the  Editor: 

May  Is  National  High  Blood  Presslre  Month 

A Report  on  Community  Hypertension  Screening  in  Maine 

Recent  studies  document  that  hypertension  is  a risk  factor  in 
the  development  of  strokes,  heart  diseases,  and  heart  and  kidney 
failures.  They  also  indicate  that  controlling  hypertension  is  an 
important  factor  in  preventing  these  failures.  This  has  inspired  a 
number  of  Maine  organizations  to  screen  the  general  population 
for  high  blood  pressure. 

A Medical  Care  Development.  Inc.  survey,  conducted  under 
contract  for  the  Maine  Department  of  Health  and  Welfare,  re- 
vealed that  fifteen  community  screening  projects  screened  18,000 
Maine  residents  in  1974.  The  projects  had  developed  indepen- 
dently of  one  another  and  possessed  different  procedures  and 
referral  criteria.  Ranges  of  referrals  varied  from  8 9?  in  Belfast 
where  the  cutoff  was  170/90  to  a 429T  referral  rate  in  Kennebunk 
where  a 160/90  cutoff  point  was  used.  The  referral  rates  were  also 
dependent  on  such  factors  as  how  many  were  already  under 
adequate  treatment  and  the  age  of  those  being  screened.  In  a 
2,700  person  Statewide  sample,  the  Maine  Heart  Association, 
whichusesa  160/95  cutoff  point,  found  2 19T  of  the  sample  popula- 
tion needed  referral  for  further  diagnosis.  This  figure  lies  above 
the  national  average  (10-159T)  for  the  white  population. 

Seven  senior  citizens  programs  check  blood  pressures  either 
separately  or  as  a component  of  multiphasic  screening  activities. 
About  4.500  senior  citizens,  primarily  from  south  central  Maine, 
are  checked  yearly  via  such  facilities.  Other  programs  open  to  the 
general  public  operate  through  a number  of  organizations  includ- 
ing the  Seventh  Day  Adventists.  Lions  Club.  Public  Health  Nurs- 
ing, hospitals.  United  Way.  Maine  Heart  Association,  and 
Franklin  County  High  Blood  Pressure  Program. 

Costs  differ  among  these  organizations  depending  on  whether 
volunteer  or  reimbursed  help  is  utilized.  Nurses  perform  most  of 
the  screening  and  follow-up  activity,  although  other  types  of 
health  personnel  are  used.  Follow-up  procedures  vary  consider- 
ably. The  most  standard  technique  is  to  tell  potential  hyperten- 
sives that  they  should  visit  their  physicians  and.  at  the  same  time, 
send  the  doctor  a letter  informing  him  of  the  reading.  More 
complex  methods  provide  for  phone  calls,  letters,  and  visits  to 
physicians  and  clients  to  ensure  follow-up. 

Clearly,  there  is  a lack  of  uniformity  among  programs  which 
severely  complicates  specific  definition  of  the  problem  in  Maine. 

Asa  response  to  publicity  about  H igh  Blood  Pressure  Month,  a 
number  of  groups  have  indicated  a desire  to  develop  screening 
programs.  An  ad  hoc  meeting  consisting  of  representatives  of  the 
Department  ot  Health  and  Welfare.  Maine  Heart  Association, 
and  Medical  Care  Development.  Inc.  is  attempting  to  support 
and  coordinate  activities  for  the  month.  Interested  parties  can 
now  request  a "Guide  to  Community  Blood  Pressure  Detection 
and  Control."  which  suggests  systematic  criteria  for  referring 
clients  and  a single  point  determination  of  over  160/95  for  groups 
unable  to  handle  a more  complex  program.  In  addition,  all 
screening  program  organizers  are  asked  to  collect  specific  data, 
fill  out  an  amalgamized  survey,  and  send  it  to  a central  address 
where  the  information  will  be  compiled  to  further  define  the 
problems  in  Maine. 

This  plan  has  been  endorsed  by  a number  of  health  organiza- 
tions. and  by  adhering  to  the  guidelines,  local  screening  projects 
automatically  can  cite  the  endorsement. 

Guidelines  and  surveys  are  available  through  Ellen  Baum. 
Screening  Consultant,  c/o  Medical  Care  Development.  Inc..  295 
Water  Street.  Augusta.  Maine  04330. 
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Health  Care  Delivery  in  Maine  1:  Patterns 
of  Use  of  Common  Surgical  Procedures 

John  E.  Whnnberg,  M.D.*  and  Alan  Gittelsohn,  Ph.D.** 


We  report  herein  patterns  of  use  of  surgical  pro- 
cedures among  geographically  distinct  Hospital 
Service  Areas  in  the  State  of  Maine.  Our  purpose  is 
to  measure  differences  in  the  use  of  surgical  proce- 
dures throughout  the  State  and  to  discuss  possible 
causes  and  implications.  The  data  are  presented  as 
age-adjusted  incidence  rates  by  area  for  all  surgical 
discharges  and  for  the  nine  common  surgical  proce- 
dures: tonsillectomy,  hysterectomy,  dilation  and 
curettage  of  the  uterus,  appendectomy,  cholecys- 
tectomy, inguinal  hernia  repair,  prostatectomy, 
hemorrhoidectomy  and  stripping  of  varicose  veins. 
Surgical  incidence  rates  in  Maine  and  Vermont 
are  compared.  The  cost  implications  of  differences 
in  use  of  surgery  are  considered.  Patterns  of  intra- 
area differences  in  use  of  surgery  are  studied. 

Methods 

Measurement  of  the  per  capita  use  of  surgery  is 
based  on  the  cooperation  of  all  hospitals  in  Maine  in 
providing  a uniform  discharge  abstract  for  each  pa- 
tient. The  hospital  record  contains  information  on 
diagnosis,  operative  procedures  and  the  patient's 
age,  sex.  and  town  of  residence. t All  abstracts  of 
discharges  occurring  in  the  calendar  year  1973  have 
been  assembled  in  a single  data  file:  Two  distinct 
steps  have  been  undertaken,  the  first  to  group  towns 
of  residence  into  Hospital  Service  Areas  and  the 
second  to  compute  the  incidence  rates  by  area. 

Definition  of  Hospital  Service  Areas.  Like  most 
New  England  states,  Maine  is  well  situated  for 
small  area  analysis  of  health  care  delivery.  The 

^Assistant  Professor  of  Social  and  Preventive  Medicine  and 
Senior  Associate.  Harvard  Center  for  Community  Health  and 
Medical  Care. 

**Professor  of  Biostatistics.  Johns  Hopkins  School  of  Hygiene 
and  Public  Health. 

^Records  contain  no  information  identifying  individual  patients. 


State  is  organized  administratively  into  over  500 
tow  ns  which  average  about  36  miles  in  area.  Geo- 
graphic areas  for  study  were  defined  by  assigning 
each  of  Maine’s  500  towns  to  a unique  Hospital 
Service  Area  (HSA).  A simple  procedure  was  fol- 
lowed: Patient  records  were  classified  initially  by 
tow  n and  hospital  and  towns  were  then  assigned  to 
the  hospital  used  by  the  plurality  of  residents.  To 
avoid  possible  confusion  between  mailing  address 
and  tow  n of  residence,  zip  code-town  border  rela- 
tionships were  investigated  to  make  certain  that  no 
tow  n was  assigned  to  an  HSA  that  did  not  contain  its 
post  office.  Forty-two  areas  were  defined:  35  areas 
contain  a single  hospital,  4 contain  two;  two  contain 
three,  and  one  contains  four  hospitals.  The  popula- 
tion size  of  the  42  areas  ranges  from  1.080  to 
170.879.  Five  areas  have  more  than  50.000  persons; 
13  more  than  20.000:  there  are  12  areas  with  popu- 
lations between  10.000  and  20.000;  17  areas  have 
less  than  10.000  inhabitants. 

Calculation  of  utilization  indicators.  In  this 
analysis,  rates  of  individual  procedures  are  pre- 
sented for  the  areas  with  20.000  persons  or  more. 
These  areas  are  shown  in  Figure  1.  The  extreme 
rates  in  surgical  discharges  are  presented  for  smaller 
areas.  For  a study  of  patterns  of  intra-area  varia- 
tions. the  five  largest  HSAs  are  used.  The  1970 
census  populations  for  each  town  (grouped  into 
HSAs)  serve  as  the  basis  for  computing  surgical 
procedure  rates.  The  numerators  include  resident 
surgical  cases  irrespective  of  whether  the  proce- 
dure was  performed  in  or  out  of  the  area,  and  the 
rates  therefore  estimate  the  total  incidence  of  sur- 
gery. Age  adjustment  to  Maine  population  permits 
direct  comparisons  of  areas  with  differing  age  struc- 
ture (thus  eliminating  age  as  a possible  explanation 
of  differences).  Admission  to  hospitals  for  materni- 
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Fig.  I.  Map  of  Maine  showing  minor  civil  divisions,  the  Maine  town  (lighter  line).  Darker  line  shows  boundaries  of  Hospital  Service 
Areas  which  contain  the  principal  populations  studied  in  this  article.  Circles  represent  hospitals. 
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Tahi  e I 


PERC  ENTAGEOE  Al  l RESIDENT  Si  RGICAI  PRCM  EDI  RES 

Pereormedat  Locai  Hospitaes:  Five  Largest 
Maine  Hospital  Service  Areas.  1973 

Procedures 

1C  DA  Code 

Area  1 

Area  II 

Area  III 

Area  IV 

Area  V 

All 

96 

87 

75 

93 

92 

Tonsillectomy 

21 

.1-21.2 

98 

86 

78 

98 

95 

Appendectomy 

41.1 

94 

91 

82 

94 

91 

Hemorrhoidectomy 

51.3 

95 

95 

87 

98 

89 

Hernia 

38.2 

% 

87 

87 

93 

92 

Prostatectomy 

58 

.1-58.3 

98 

94 

29 

94 

98 

Cholectystectomy 

43.5 

97 

92 

88 

94 

96 

Hysterectomy 

69.1-69.5 

97 

95 

67 

95 

94 

D & C 

70.3 

97 

90 

81 

92 

94 

Varicose  Veins 

24.4 

98 

85 

93 

97 

95 

Tabi  e 2 

1973  Age-Adjl  sted  Incidence  oe 

Si  Rene  \i  Disc  harc.es  and  Nine  Common  Procedures  in  Maine  and 

Maine 

Hospital 

Sera  ices  Areas  with 

Populations  oe  20.000  or  Greater.  Prix  edures  per  10. 000  Population. 

All 

Surgi- 

Pros- 

Dilation 

cal 

la  tec- 

Inguinal 

Hyster-  Vari-  Hemorr- 

& 

Cholecys- 

Dis- 

Append- 

tomy 

H ernia 

ectomy  cose  hoidec- 

Curettage 

Tonsil- 

tec  tomy 

A reo 

charges 

ectomy 

< males) 

1 males) 

( females ) Veins  tomy 

( females ) 

lectomy 

(females) 

State  as 

a whole 

689 

17 

25 

45 

59  5 

7 

77 

62 

35 

1 

613** 

18 

18* 

40 

46**  4 

6 

58** 

36** 

37 

670 

11** 

22 

37 

59  6 

3* 

86 

23** 

46* 

3 

742** 

13** 

35** 

47 

63  4' 

► 4** 

83* 

54** 

33 

4 

606** 

17 

28 

45 

41**  3 

5 

49** 

47* 

36 

s 

S94** 

14 

18 

45 

48  6 

5 

84 

35** 

31 

6 

640* 

21 

26 

51 

47  6 

6 

87 

60 

35 

7 

688 

17 

27 

49 

93**  6 

9* 

76 

59 

34 

8 

738** 

17 

40** 

45 

67  4 

7 

1 17** 

55 

50** 

9 

688 

15 

20* 

53 

39**  10’ 

**  9 

74 

62 

29 

10 

864** 

19 

25 

52 

58  5 

9 

1 14** 

105** 

55** 

1 1 

954** 

T-)** 

33** 

49 

60  8’ 

* | 9*  * 

86 

122** 

39 

12 

579** 

19 

18** 

35** 

51**  5 

5** 

67* 

77** 

28* 

13 

764** 

19 

31 

60* 

48  7 

14** 

78 

77** 

27 

*Chi-square  significant  at  the  .05  level 
**Chi-square  significant  at  the  .01  level 


ties  and  common  surgical  and  medical  treatments 
tend  to  be  highly  localized.  For  example,  in  the  five 
largest  FISAs  between  75  and  96  percent  of  resident 
discharges  for  surgery  were  from  local  hospitals 
(Table  1).  For  the  individual  procedures  studied  in 
this  report,  outmigration  of  resident  population 
for  more  than  one-third  of  services  occurred  in  only 
one  area  (area  111)  and  for  only  one  procedure 
(prostatectomy).  For  most  procedures  in  most 
areas,  over  90  percent  were  performed  in  local  hos- 
pitals. There  is  thus  a close  correspondence  be- 
tween the  medical  community  of  an  area  and  the 
residents  hospitalized  from  that  area.  Because  of 
small  size  of  the  HSAs  (and  the  absence  of  signif- 
icant regionalization),  a relatively  small  cohort  of 
physicians  are  the  dominant  suppliers  of  medical 
services  to  the  resident  populations  and  their  de- 
cisions can  be  studied  by  observing  population- 
based  rate  profiles. 

Statistical  analysis  and  comparisons.  The  Inter- 
national Classification  of  Disease  Codes  for  the  pro- 


cedures under  study  are  presented  in  Table  1.  Sta- 
tistical differences  among  HSAs  are  based  on  Chi 
square  distributions  with  one  degree  of  freedom 
with  the  null  hypothesis  stating  that  an  individual 
area  does  not  differ  from  the  State  average  rate. 
Comparisons  between  Vermont  and  Maine  are 
based  on  the  13  largest  hospital  service  areas  in  each 
state.  The  number  of  person-years  of  experience  in 
the  smallest  Vermont  area  is  28.700;  among  Maine 
areas,  the  minimum  number  is  20.980.  Vermont  data 
are  from  a published  source1  providing  rates  for 
1 969- 1 97 1 . The  Vermont  rates  have  been  age- 
adjusted  to  the  Maine  population  by  the  direct 
method  of  age-adjustment.  In  the  study  of  intra-area 
patterns  of  variations,  for  each  of  the  nine  proce- 
dures, the  ratio  of  the  observed  to  the  expected 
number  of  cases  is  used  as  a standardized  index  of 
incidence  with  the  State  average  serving  as  the 
standard.  The  expected  number  of  cases  within 
each  HSA  was  obtained  by  multiplying  the  popula- 
tion in  each  age  group  by  the  corresponding  State- 
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SURGICAL  DISCHARGES  per  10,000  population 
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Maine  Hospital  Service  Areas  Maine  Hospital  Service  Areas  Maine  Hospital  Service  Areas  State  as 

with  population  less  than  with  population  between  10,000  with  population  greater  than  a Whole 

10,000  and  20,000  20,000 


* area  ranked  9th  out  of  17 
+ area  ranked  7th  out  of  12 

Fig.  2.  Variations  in  Age-adjusted  Surgical  Rates  AmongTwo  Highest,  Median,  and  Two  Lowest  Ranked  Areas.  1973.  Maine  Hospital 
Service  Areas  Grouped  by  Population  Size.  Surgical  Discharges  per  10,000  population. 


wide  age  specific  rate  and  summing  the  age-specific 
expected  number  of  cases  across  all  age  groups. 
Estimates  of  expenditures  are  based  on  State-wide 
average  cost  per  case  by  hospitals  participating  in 
Maine  Data  Service;  physician  costs  are  computed 
using  California  Relative  Value  Index  (one  1969 
California  Relative  Value  Unit  = $25.00). 

Results 

Variation  in  age-adjusted  incidence  of  surgery  in 
Maine.  Figure  2 shows  the  range  of  age-adjusted 
rates  for  all  operative  procedures.  Among  HSAs 
with  more  than  20,000  residents,  the  lowest  rate  of 
surgical  discharges  is  579  per  10,000  per  year  and 
the  highest  is  954  per  year,  65  percent  over  the  low- 
est. The  intermediate  size  group  of  HSAs  shows  a 
low  area  rate  of  352  per  10,000  per  year  and  a high 
of  1003  per  year  — very  nearly  a three-fold  dif- 
ference. Among  areas  with  smaller  populations,  the 
lowest  observed  rate  of  surgery  is  407  and  the  high- 
est is  1 154  procedures  per  10,000.  Table  2 lists  in- 
cidence rates  for  each  of  the  nine  common  surgical 
procedures  in  each  of  13  largest  HSAs.  For  each 
procedure,  there  are  areas  with  incidence  rates  that 
are  statistically  different  than  the  State  average.  Re- 
pair of  inguinal  hernia  shows  the  least  number  of 
statistical  outliers  (2);  tonsillectomies  show  the  most 
(9). 

Comparisons  among  Vermont  and  Maine  Hos- 
pital Service  Areas.  Figure  3 provides  a comparison 


of  the  Vermont  and  Maine  surgical  experience  for 
the  nine  procedures.  The  13  areas  in  each  State 
with  more  than  20,000  population  are  used  in  this 
comparison.  The  pattern  is  one  of  wide  variations 
both  within  and  between  the  two  States  with  ton- 
sillectomies and  vein  stripping  showing  the  greatest 
difference  in  state  averages.  Relative  to  population 
size,  37  percent  more  tonsillectomies  are  performed 
in  Maine  than  in  Vermont  while  80  percent  more 
varicose  vein  procedures  are  done  in  Vermont 
than  in  Maine.  Intra-state  variations  in  tonsillec- 
tomy rate  are  greater  in  Vermont,  the  lowest  and 
highest  areas  being  in  this  state.  While  hemorrhoid- 
ectomies are  performed  at  approximately  the  same 
rate  in  both  states,  intra-state  variations  are  much 
greater  within  Maine  and  the  highest  Maine  rate  ex- 
ceeds the  highest  Vermont  rate  by  90  percent.  Hys- 
terectomies are  performed  40  percent  more  com- 
monly in  Maine  than  Vermont,  and  the  range  across 
the  high  Maine  area  and  the  low  Vermont  area  is 
over  three-fold.  Appendectomies  and  prostatecto- 
mies occur  slightly  more  often  in  Vermont  than  in 
Maine  but  individual  areas  vary  considerably:  the 
ratio  of  difference  for  appendectomies  between 
highest  and  lowest  areas  is  2.9;  for  prostatectomies 
it  is  2.6.  Although  cholecystectomies  and  dilation 
and  curretage  are  more  common  in  Maine,  intra- 
state variations  are  greater  in  Vermont.  Hernia  pro- 
cedures show  the  least  variation.  The  State  aver- 
ages are  nearly  identical  and  the  intra-state  differ- 
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Tabi  e 3 


Expenditures  kor  Nine  Common  Procedures  in  Areas 
With  Highest  and  Lowest  Incidence  Rates.  Thirteen 
Largest  Maine  Hospitai  Service  Areas,  1973. 
Compared  to  STATE  Average. 

Procedure 

High 
Use 
A reu ' 

Low 
Use 
A reu 1 

State 
A veruge 

Hysterectomy 

$ 6.78 

$ 2.88 

$ 4.30 

Cholecystectomy2 

4.98 

2.51 

3.46 

Prostatectomy 

3.54 

1.47 

2.34 

Tonsillectomy 

4.55 

0.85 

2.33 

Hernia3 

2.51 

1.64 

1.99 

Dilation  and 

Curettage 

2.68 

1.08 

1.82 

Appendectomy 

1.99 

0.97 

1.47 

Hemorrhoidectomy 

1.43 

0.23 

0.54 

Varicose  Veins 

0.93 

0.30 

0.48 

All  Nine  Procedures 

29.39 

11.93 

18.73 

'areas  ranked  independently  on  each  procedure 
2for  females  only 
3for  males  only 


ence  among  HSAs  is  the  least  for  this  procedure. 

Dollar  implications  of  variations  in  incidence  of 
surgery.  Variability  in  use  of  specific  procedures 
reflects  in  expenditures.  For  the  13  largest  Maine 
HSAs,  Table  3 estimates  the  per  capita  expenditure 
for  each  procedure  in  areas  of  high  and  low  use.  The 
nine  procedures  in  the  areas  of  highest  incidence 
cost  a total  of  $29.39  per  capita.  The  corresponding 
figure  for  the  low  incidence  rates  is  $1 1.93,  nearly 
a 2.5  fold  difference.  Of  the  individual  procedures, 
tonsillectomy  shows  the  greatest  range  of  difference 
in  per  capita  expenditure.  In  the  low  use  area,  $.85 
is  expended  per  capita  annually;  in  the  high  case 
area.  $4.55  is  expended. 

The  data  can  be  used  to  estimate  the  total  costs  in 
Maine  for  use  of  the  procedures  and  to  study  the 
cost  implications  of  generalizing  across  the  State  as 
a whole  the  high  or,  alternatively,  the  low  strategy 
for  allocating  the  nine  procedures.*  For  the  nine 
procedures,  an  estimated  18.0  million  dollars  were 
expended  in  Maine  in  1973.  If  the  high  use  strategy 
were  the  “medically”  necessary  level  of  care,  at 
1973  average  costs  it  would  take  an  additional  10.2 
million  dollars  to  meet  this  need.  On  the  other  hand, 
if  the  low  use  strategy  were  generalized.  6.6  million 
less  than  was  expended  in  1973  would  be  needed  for 
these  nine  procedures.  Again,  the  cost  implication 
of  tonsillectomy  stands  out:  currently  about  2. 1 mil- 
lion dollars  are  expended  annually  for  tonsillecto- 
mies. If  tonsillectomies  were  performed  every- 
where in  Maine  as  frequently  as  in  the  high  use 
area,  an  additional  2.2  million  doctors  would  be  ex- 
pended. If  tonsillectomy  use  as  observed  in  the  low 
area  were  generalized,  the  estimated  reduction  in 
surgical  costs  in  Maine  is  1 .4  million  dollars  annual- 
ly  

’Statewide  estimates  are  made  by  multiplying  area  per  capita 
expenditures  by  1970  populations  of  Maine. 


Intra-area  patterns  of  variation  in  incidence.  Fig- 
ure 4 shows  the  relative  rate  of  use  of  total  surgery 
and  of  selected  common  surgical  procedures  within 
the  five  largest  Hospital  Service  Areas  in  Maine. 
Patterns  of  use  of  specific  procedures  within  and 
among  areas  can  be  easily  compared  because  area 
procedure  rates  are  expressed  as  the  ratio  of  area  to 
Statewide  average  incidence  rate.  The  figure  shows 
that  the  rates  at  which  specific  procedures  are  per- 
formed within  an  area  vary  markedly  and  to  a large 
degree  independently  of  the  total  operation  rate. 
For  example,  while  area  II  and  area  III  have  the 
same  total  operation  rate,  area  II  exceeds  in  hys- 
terectomies (doing  56  percent  more  than  the  State 
average)  and  area  III  exceeds  in  varicose  veins 
(doing  84  percent  more  than  the  State  average).  In 
contrast,  in  area  III.  the  hysterectomy  rate  is  well 
below  the  State  average  and  one-third  the  rate  in 
area  II.  Of  the  five  procedures,  in  each  of  the  five 
areas  a different  procedure  is  performed  most  often; 
in  four  of  the  five  areas,  the  least  performed  proce- 
dure is  different. 

Discussion 

Variation  among  geographic  areas  are  the  rale. 
The  findings  of  this  study  are  consistent  with  previ- 
ous studies  of  the  incidence  of  surgery  among  geo- 
graphically defined  populations.  Variability  in  use 
of  procedures  has  been  documented  across  national 
boundaries;  Bunker2  has  shown  the  incidence  of 
common  surgical  procedures  in  the  United  States  to 
be  double  that  of  the  United  Kingdom.  Lichtner  and 
Pflanz3  found  appendectomy  rates  in  West  Ger- 
many nearly  three  times  the  United  States  rate. 
Vayda  and  Anderson  have  recently  demonstrated 
that  the  extreme  rates  of  incidence  of  common  pro- 
cedures vary  about  two-fold  across  Canadian  Prov- 
inces.4 

It  has  become  clear  that  variations  among  neigh- 
boring communities  are  also  extensive.  Lembcke’s5 
finding  of  differences  in  common  procedures  among 
Rochester  suburbs  (neighboring  communities  with 
apparently  homogenous  populations)  have  been 
substantiated  in  Kansas6,  in  Vermont7,  and,  with 
this  study,  in  Maine.  Small  area  geographic  varia- 
tions in  use  of  surgical  procedures  are  a rule  for 
which  there  is  yet  no  exception. 

Variations  in  incidence  of  surgery  reflect  the  dis- 
tribution of  physicians  and  facilities.  The  incidence 
of  illness,  socio-economic  circumstances,  the  num- 
ber and  kinds  of  physicians  doing  surgery,  the  or- 
ganization of  care  and  methods  of  payment  for  ser- 
vice have  each  been  postulated  as  reasons  for  geo- 
graphic variations.  While  each  factor  undoubtedly 
contributes  in  some  degree  to  patterns  of  health  care 
consumption,  the  thrust  of  the  evidence  is  that  sup- 
ply factors  are  more  important  than  consumer  be- 
havior in  determining  the  relative  rates  of  use  of 
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HEMORRHOIDECTOMY 


'Vermont  data  are  for  years  1969-71  — Maine  data  are  for  1973 
*State  average 

2.80 


Fig.  4.  Patterns  of  Intra-area  use  of  Surgical  Procedures:  Ratio  of  Observed  to  Expected  Number  of  Cases  in  1973  for  All  Procedures  and 
for  5 Common  Surgical  Procedures;  5 Maine  Hospital  Service  Areas  with  population  greater  than  50.000. 


surgical  care  among  neighboring  geographic  areas. 
Studies  in  Kansas.®  Vermont.7  and  across  Cana- 
dian Provinces4  show  that  overall  supply  of  sur- 
geons and  hospital  beds  are  important  statistical 
correlates  with  the  incidence  rates  of  surgery.  In 
each  of  these  studies,  insurance  coverage,  method 
of  payment  (fee-for-service)  and  the  basic  method 


of  organization  of  practice  were  similar  among  the 
areas  studied.  Age-adjustment  of  incidence  rates 
minimized  the  contribution  of  age-related  illness 
rates  as  a possible  explanation  of  differences  in  use 
care;  in  Vermont,  additional  studies  of  the  popula- 
tion-at-risk  have  been  undertaken:  a household  sur- 
vey shows  that  the  population  of  the  HSA  with  the 
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highest  and  with  the  lowest  rate  of  surgery  have 
similar  rates  of  illness,  income,  racial  and  social 
background,  and  insurance  coverage;  in  fact,  resi- 
dents from  these  two  HSAs  contacted  their  physi- 
cians in  equal  portions  on  an  annual  basis  and  for 
episodes  of  acute  illness.8 

Formal  surveys  have  not  been  undertaken  among 
Maine  HSAs  to  determine  if  the  constituent  popula- 
tions vary  in  their  need,  ability  or  wish  to  consume 
health  care.  However,  the  pattern  of  variations  sug- 
gests that  as  in  Vermont  and  Kansas,  population 
differences  are  not  the  important  reason  for  varia- 
tions. Patterns  of  variations  in  the  five  largest  H SAs 
in  Maine  illustrate  this  point  best.  These  areas  are 
contiguous  and  sufficiently  large  so  that  chance  vari- 
ations are  not  plausible  explanations  for  patterns  of 
surgery  incidence.  In  three  of  the  areas,  the  overall 
rate  of  surgery  is  similar.  Yet  from  area  to  area,  the 
pattern  of  allocation  of  surgical  technology  is  not 
consistent.  The  procedure  performed  most  com- 
monly is  different  in  each  area;  the  procedure  least 
often  used  is  different  in  four  of  the  five  areas.  Re- 
muneration to  the  surgeon  for  surgical  work  is 
standardized  across  areas  and  is  based,  primarily, 
on  time  surgeons  spend  in  the  operating  room.11  It 
is,  therefore,  not  at  all  clear  that  there  is  an  eco- 
nomic incentive  for  physicians  to  select  one  proce- 
dure over  another.  A similar  intra-area  pattern  ofal- 
location  was  observed  among  Vermont  areas.  We 
suggest  this  variety  in  use  of  specific  technology  re- 
flects differences  among  physicians  in  their  belief 
about  effectiveness  or  in  their  judgments  concern- 
ing how  health  care  needs  are  defined. 

Strategies  for  reducing  uncertainty.  The  bases  for 
differences  in  professional  opinions  on  use  of  proce- 
dures are  complex.  In  some  instances,  they  un- 
doubtedly involve  differential  diffusion  of  knowl- 
edge on  the  indications  for  treatment  or  the  value  of 
the  procedure.  Particularly  in  these  cases,  feedback 
of  information  to  physicians  on  the  population  inci- 
dence rate  may  serve  as  an  impetus  for  review  of  the 
indications  for  procedures.  There  are  indeed  a few 
examples  where  such  feedback  may  have  had  some 
effect  on  rate  of  use.  Lembcke'’  demonstrated 
changes  in  incidence  of  pelvic  surgery  following 
initiation  of  a peer  review  process  in  which  feedback 
of  population  incidence  rates  played  a part.  Blowers 
and  Parker  attribute  temporal  changes  in  tonsillec- 
tomy rate  in  a Vermont  hospital  service  area  in  part 
to  similar  feedback.  They  also  attribute  change  to 
the  introduction  of  a process  of  consultation  be- 
tween pediatrician  and  surgeon  to  reach  a joint  de- 
cision on  recommending  tonsillectomy.1"  A recent 
study  on  rate  of  elective  surgery  among  union  mem- 
bers shows  that  use  of  consultations  can  change  sur- 
gery rates."  This  evidence  suggests  that  in  the 
development  of  quality  assurance  programs,  par- 
ticular attention  should  be  given  to  the  value  of  a 


second  opinion  (particularly  from  a member  of  a 
second  specialty)  in  reducing  geographic  variations 
in  use  of  medical  care. 

It  must  be  recognized,  however,  that  a funda- 
mental reason  for  variations  in  incidence  of  surgery 
is  uncertainty  concerning  the  relationship  between 
the  use  of  a specific  treatment  and  the  health  status 
of  the  receiving  individuals.  A large  portion  of  com- 
mon medical  and  surgical  practices  have  not  been 
rigorously  evaluated  prior  to  their  widespread  use. 
An  excellent  review  of  the  extent  of  the  problem  of 
uncertainty  concerning  the  effectiveness  of  con- 
ventional medical  practices  is  provided  by  Coch- 
rane.12 The  importance  of  reducing  uncertainty 
concerning  which  level  of  use  of  procedures  is  ap- 
propriate can  be  justified  on  the  basis  of  social  costs 
alone.  To  provide  every  area  in  Maine  with  the  nine 
procedures  at  the  rate  observed  in  the  highest  area 
would  require  an  additional  investment  of  ten  mil- 
lion dollars.  Use  of  procedures  at  the  low  rate  means 
a saving  of  over  six  and  one  half  million  dollars  — 
a sum  which  presumably  could  be  invested  in  other 
health  producing  services;  but  since  the  costs  and 
benefits  of  the  procedures  and  their  alternatives  are 
commonly  unknown,  the  health  implications  of  the 
varying  levels  of  resource  use  cannot  be  fully  eval- 
uated. Without  such  information,  it  is  not  possible  to 
project  accurately  health  care  costs,  or,  indeed,  to 
plan  rationally  for  the  development  of  health  care 
systems  which  maximize  the  health  of  the  popula- 
tion. 

These  considerations  lead  us  to  suggest  that 
quality  assurance  programs  seek  to  deal  with  the 
problem  of  geographic  variations.  In  cases  where 
variations  cannot  be  attributed  reasonably  to  dif- 
ferences in  access  of  the  population-at-risk  to  physi- 
cian care,  they  should  be  interpreted  as  an  indicator 
of  the  range  of  difference  in  professional  opinion  on 
use  of  specific  technologies.  Extensive  review  of 
the  indications  for  the  procedure  and  instigation  of 
joint  decision  making  by  two  or  more  physicians 
may  lead  to  a lesser  range  of  variation.  But  when 
professional  disagreement  on  the  nature  of  need  or 
the  value  of  a procedure  persists,  the  disagreement 
should  be  openly  recognized  (as  a necessary  part  of 
the  art  and  science  of  medicine)  and  this  recognition 
should  lead  to  well  designed  studies  to  further 
resolve  uncertainty.  Such  studies,  we  suggest, 
should  become  an  integral  pail  of  a quality  assur- 
ance program. 

Conclusion 

The  incidence  of  total  surgical  discharges  and 
nine  common  surgical  procedures  show'  extensive 
variation  across  neighboring  Hospital  Service  Areas 
in  the  State  of  Maine.  The  pattern  of  variation  and 
the  findings  of  studies  in  other  geographic  areas  sug- 
Continued  on  Pane  149 
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Big  Balanced  Rock,  Chiricahua  Mountains,  Arizona  (approx  1,000  tons) 


□ Found  useful  in  the  management  of  vertigo*  associated  with 
diseases  affecting  the  vestibular  system. 

□ Can  relieve  nausea  and  vomiting  often  associated  with  vertigo* 

□ Usual  adult  dosage  for  Antivert/25  for  vertigo:*  one  tablet  t.i.d. 

□ Also  available  as  Anti  vert  (meclizine  HQ)  12.5  mg.  scored 
tablets,  for  dosage  convenience  and  flexibility. 

□ Antivert/25  (meclizine  HC1)  25  mg.  Chewable  Tablets  for 
nausea,  vomiting  and  dizziness  associated  with  motion  sickness. 

BRIEF  SUMMARY  OF  PRESCRIBING  INFORMATION 


‘INDICATIONS.  Based  on  a review  of  this  drug  by  the  National  Academy  of 
Sciences— National  Research  Council  and/or  other  information,  FDA  has  classified 
the  indications  as  follows: 

Effective:  Management  of  nausea  and  vomiting  and  dizziness  associated  with 
motion  sickness. 

Possibly  Effective.  Management  of  vertigo  associated  with  diseases  affecting  the 
vestibular  system. 

final  classification  of  the  less  than  effective  indications  requires  further 
investigation. 


CONTRAINDICATIONS.  Administration  of  Antivert  (meclizine  HQ)  during  preg- 
nancy or  to  women  who  may  become  pregnant  is  contraindicated  in  view’  of  the 
teratogenic  effect  of  the  drug  in  rats 

The  administration  of  meclizine  to  pregnant  rats  during  the  12-15  day  of  gestation 
has  produced  deft  palate  in  the  offspnng.  Limited  studies  using  doses  of  over  100  mg./ 
kg./day  in  rabbits  and  10  mg./kg./day  in  pigs  and  monkeys  did  not  show  cleft  palate. 
Congeners  of  meclizine  have  caused  cleft  palate  in  species  other  than  the  rat 
Meclizine  HQ  is  contraindicated  in  individuals  who  have  shown  a previous  hyper- 
sensitivity to  it. 

WARNINGS.  Since  drowsiness  may,  on  occasion,  occur  with  use  of  this  drug,  panents 
should  be  warned  of  this  possibility  and  cautioned  against  dnving  a car  or  operating 
dangerous  machinery. 

Usage  in  Children:  Clinical  studies  establishing  safety  and  effectiveness  in  children 
have  not  been  done,  therefore,  usage  is  not  recommended  in  the  pediatnc  age  group. 

Usage  in  Pregnancy . See  “Contraindications" 

ADVERSE  REACTIONS.  Drowsiness,  dry  mouth  and,  on  rare  occasions,  blurred 
vision  have  been  reported.  nDPRIP 

More  detailed  professional  information  available  on 

request.  A division  of  Pfizer  Pharmaceuticals 


Antivert  25 

(meclizine  HC1)  25  mg.  Tablets 

for  vertigo 


New  York,  New  York  10017 


Would  sleep  with 
fewer  nighttime 
awakenings 
benefit  your 
patients  with 
insomnia? 


Highly  predictable  results 
for  your  patients  with  trouble 
staying  asleep... 

...can  be  obtained  with  Dalmane 
(flurazepam  HC1).  As  shown 
below,  Dalmane  significantly 
reduces  nighttime  awakenings:1'3 4 

Average  Number  of  Nighttime  Awakenings14 

(Four  Geographically  Separated  Sleep  Research 
Laboratory  Clinical  Studies,  16  Subjects) 


(Decreased  31.4%) 


8.31 


5.7 


3 

placebo  Dalmane 

baseline  (flurazepam  HCI) 

nights  30  mg  nights 


And  for  those  with  trouble 
falling  asleep  or  sleeping 
long  enough... 

...Dalmane  (flurazepam  HC1) 
also  delivers  excellent  results. 
Clinically  proven  in  sleep  research 
laboratory  studies:  on  average, 
sleep  within  17  minutes  that  lasts 
7 to  8 hours.5 

Dalmane  (flurazepam  HC1) 
is  relatively  safe,  seldom 
causes  morning  “hang-over!!. 

...and  is  well  tolerated.  The 
usual  adult  dosage  is  30  mg  h.s., 
but  with  elderly  and  debilitated 
patients,  limit  the  initial  dose  to 
15  mg  to  preclude  oversedation, 
dizziness  or  ataxia.  Evaluation  of 
possible  risks  is  advised  before 
prescribing. 

REFERENCES: 

1.  Karacan  I.  Williams  RL,  Smith  JR:  The 
sleep  laboratory  in  the  investigation  of  sleep 
and  sleep  disturbances.  Scientific  exhibit  at 
the  124th  annual  meeting  of  the  American 
Psychiatric  Association,  Washington  DC, 
May  3-7,  1971 

2.  Frost  JD  Jr:  A system  for  automatically 
analyzing  sleep.  Scientific  exhibit  at  the 
24th  annual  Clinical  Convention  of  the 
American  Medical  Association.  Boston, 

Nov  29-Dec  2,  1970;  and  at  the  42nd  annual 
scientific  meeting  of  the  Aerospace  Medical 
Association,  Houston,  Apr  26-29,  1971 

3.  Vogel  GW:  Data  on  file,  Medical  Depart- 
ment, Hoffmann-La  Roche  Inc. , Nutley  NJ 

4.  Dement  WC:  Data  on  file,  Medical  Depart- 
ment, Hoffmann-La  Roche  Inc.,  Nutley  NJ 

5.  Data  on  file,  Medical  Department, 
Hoffmann-La  Roche  Inc.,  Nutley  NJ 


Before  prescribing  Dalmane  (flurazepam 
HC1),  please  consult  complete  product 
information,  a summary  of  which  follows: 
Indications:  Effective  in  all  types  of  insomnia 
characterized  bv  difficulty  in  falling  asleep, 
frequent  nocturnal  awakenings  and/or  early 
morning  awakening;  inpatients  with  recurring 
insomnia  or  poor  sleeping  habits:  and  in 
acute  or  chronic  medical  situations  requiring 
restful  sleep.  Since  insomnia  is  often  transient 
and  intermittent,  prolonged  administration  is 
generally  not  necessary'  or  recommended. 
Contraindications:  Known  hypersensitivity 
to  flurazepam  HC1. 


Warnings:  Caution  patients  about  possible 
combined  effects  with  alcohol  and  other 
CNS  depressants.  Caution  against  hazardous 
occupations  requiring  complete  mental  alert- 
ness (e.g.,  operating  machinery,  driving). 

Use  in  women  who  are  or  may  become  preg- 
nant only  when  potential  benefits  have  been 
weighed  against  possible  hazards.  Not 
recommended  for  use  in  persons  under  15 
years  of  age.  Though  physical  and  psycho- 
logical dependence  have  not  been  reported 
on  recommended  doses,  use  caution  in 
administering  to  addiction-prone  individuals 
or  those  who  might  increase  dosage. 
Precautions:  In  elderly  and  debilitated,  initial 
dosage  should  be  limited  to  15  mg  to  preclude 
oversedation,  dizziness  and/or  ataxia.  If 
combined  with  other  drugs  having  hypnotic 
or  CNS-depressant  effects,  consider  potential 
additive  effects.  Employ  usual  precautions 
in  patients  who  are  severely  depressed,  or 
with  latent  depression  or  suicidal  tendencies. 
Periodic  blood  counts  and  liver  and  kidney 
function  tests  are  advised  during  repeated 
therapy.  Observe  usual  precautions  in 
presence  of  impaired  renal  or  hepatic  function. 
Adverse  Reactions:  Dizziness,  drowsiness, 
lightheadedness,  staggering,  ataxia  and 
falling  have  occurred,  particularly  in  elderly 


or  debilitated  patients.  Severe  sedation, 
lethargy,  disorientation  and  coma,  probably 
indicative  of  drug  intolerance  or  overdosage, 
have  been  reported.  Also  reported  were 
headache,  heartburn,  upset  stomach,  nausea, 
vomiting,  diarrhea,  constipation,  GI  pain, 
nervousness,  talkativeness,  apprehension, 
irritability,  weakness,  palpitations,  chest 
pains,  body  and  joint  pains  and  GU  com- 
plaints. There  have  also  been  rare  occurrences 
of  sweating,  flushes,  difficulty  in  focusing, 
blurred  vision,  burning  eyes,  faintness, 
hypotension,  shortness  of  breath,  pruritus, 
skin  rash,  dry  mouth,  bitter  taste,  excessive 
salivation,  anorexia,  euphoria,  depression, 
slurred  speech,  confusion,  restlessness, 
hallucinations,  and  elevated  SGOT,  SGPT, 
total  and  direct  bilirubins  and  alkaline 
phosphatase. Paradoxical  reactions,  e g., 
excitement,  stimulation  and  hyperactivity, 
have  also  been  reported  in  rare  instances. 
Dosage:  Individualize  for  maximum  beneficial 
effect.  Adults:  30  mg  usual  dosage;  15  mg 
may  suffice  in  some  patients.  Elderly  or 
debilitated  patients:  15  mg  initially  until 
response  is  determined. 

Supplied:  Capsules  containing  15  mg  or 
30  mg  flurazepam  HCI. 


Depend  on  highly 
predictable  results 
with 

Dalmane 

(flurazepam  HCI) 

One  30-mg  capsule  h.s.—  usual  adult  dosage 
( 15  mg  may  suffice  in  some  patients). 

One  15-mg  capsule  h.s.—  initial  dosage  for 
elderly  or  debilitated  patients. 

specifically  indicated 
for  insomnia 

Objectively  proved  in  the  sleep  research  laboratory: 

■ sleep  with  fewer  nighttime  awakenings 

■ sleep  within  17  minutes,  on  average 

■ sleep  for  7 to  8 hours,  on  average, 
with  a single  h.s.  dose. 


ROCHE  LABORATORIES 
Division  of  Hoffmann-La  Roche  Inc 
Nutley,  New  Jersey  07110 


the  weight  of  scientific  opinion: 


If  the  pharmacist  substituted  a 
chemically  equivalent  drug  for  the 
one  you  have  specified  for  your 
patient— could  you  be  certain  of  that 
product’s  safety  and  effectiveness 
simply  because  the  chemical  content 
was  the  same? 

Definitely  not,  unless  bio- 
equivalence tests  and  other  quality 
assurance  checks  had  been  conducted. 
The  pharmaceutical  industry  and 
many  scientists  have  maintained  this 
position  for  years,  but  others  have 
questioned  it.  Now  the  Office  of 
Technology  Assessment  of  the 
Congress  of  the  United  States  has  ^ 
reported  on  the  issue  in  its  Drug 
Bioequivalence  Study.* 

Here  are  a few  definitive  state- 
ments in  the  O.T.A.  report: 

. . the  problem  of  bioinequiva- 
lency in  chemically  equivalent  prod- 
ucts is  a real  one.  Since  the  studies  in 
which  lack  of  bioequivalence  was 
demonstrated  involved  marketed 
products  that  met  current  compen- 
dial standards,  these  documented  in- 
stances constitute  unequivocal 
evidence  that  neither  the  present 
standards  for  testing  the  finished 
product  nor  the  specifications  for 
materials,  manufacturing  process, 
and  controls  are  adequate  to  ensure 


that  ostensibly  equivalent  drug  prod- 
ucts are,  in  fact,  equivalent  in  bio- 
availability. 

DRUG 

O/OEQUI  VALENCE 


ornca  o#  nomoi  ouv 

l>MUO  BIOBOUIVAI  BNCf  NTOO*  MAMU 


"While  these  therapeutic  fail- 
ures resulting  from  problems  of  bio- 
availability were  recognized  and 
well  documented,  it  is  entirely  possi- 
ble that  other  therapeutic  failures 
and/ or  instances  of  toxicity  that  had 
a similar  basis  have  escaped 
attention.” 

The  Pharmaceutical  Manufac- 
turers Association  supports  federal 
legislative  amendments  that  would 
require  manufacturers  of  duplicate 
prescription  pharmaceutical  prod- 
ucts, subject  to  new  drug  procedures, 
to  document: 

(a)  chemical  equivalence;  and 


(b)  biological  equivalence,  where 
bioavailability  test  methods  have 
been  validated  as  a reliable  means 
of  assuring  clinical  equivalence;  or 

(c)  where  such  validation  is  not 
possible,  therapeutic  equivalence. 

In  addition,  the  PMA  supports 
federal  legislation  that  would  require 
certification  of  all  manufacturers  of 
prescription  products  before  they 
could  start  in  business,  annual  in- 
spections and  certification  thereafter, 
and  strict  adherence  to  FDA  regula- 
tions on  good  manufacturing 
practices. 

The  overall  quality  of  the 
United  States  drug  supply  is  excel- 
lent. But  only  a total  quality  assur- 
ance program,  envisaged  in  these  and 
other  policy  positions  adopted  by  the 
PMA  Board  of  Directors  in  1974, 
can  bring  about  acceptable  levels  of 
performance  by  all  prescription  drug 
manufacturers  and  thereby  assure  the 
integrity  of  your  prescription... 


Pharmaceutical  Manufacturers 
Association 

1155  Fifteenth  Street,  N.W 
Washington,  D.C.  20005 


"Copies  ot  the  complete  report  on  Drug 
Bioequivalence  may  be  obtained  from  the 
Superintendent  of  Documents,  U.S. 
Government  Printing  Office,  Washington, 
D.C.  20402. 


protecting  the 
integrity  of 

your  prescription 


Program  - 122nd  Annual  Session 
Maine  Medical  Association 

June  14,  15,  16,  17,  1975  Treadway-Samoset,  Rockport 


Arranged  by  the  Scientific  Committee 

Bradley  E.  Brownlow,  M.D.,  Blue  Hill 
Chairman 

Robert  H.  Pawle,  M.D.,  Falmouth 
George  E.  Davis,  M.D.,  Lewiston 

The  Scientific  Program  of  the  annual  meeting  of  the 
Maine  Medical  Association  is  made  possible  by  the 
cooperation  and  assistance  of  the  Technical  Exhibitors 
and  the  following  organizations: 

Maine  Chapter,  American  Academy  of  Family 
Physicians 

Maine  Chapter,  American  College  of  Surgeons 
Maine  Medico-Legal  Society 
Maine  Trauma  Committee 
Brunswick  Publishing  Company 

Geigy  Pharmaceuticals 

Ardsley,  New  York 

Eli  Lilly  and  Company  State  Medical  Convention 
Program 

Indianapolis,  Indiana 

Maine  Blue  Cross  and  Blue  Shield 

Portland,  Maine 

Maine  Pharmaceutical  Association 
Maine  Surgical  Supply  Co. 

McNeil  Laboratories,  Inc. 

Fort  Washington,  Pennsylvania 

Treadway-Samoset 

Rockport,  Maine 

Smith  Kline  & French  Company 

Philadelphia,  Pennsylvania 

Blackwell’s  Surgical  and  Orthopedic  Appliances 

Portland,  Maine 

Specialty  Groups 

Maine  Chapter,  American  Academy  of  Pediatrics 

Maine  Society  of  Internal  Medicine  and  the 
American  College  of  Physicians 

Maine  Section,  American  College  of 
Obstetricians  and  Gynecologists 


Maine  Academy  of  Orthopedic  Surgeons 
Section  on  Ophthalmology  of  the  M.M.A. 

Maine  Neurosurgical  Society 
Maine  Psychiatric  Association 
Maine  Radiological  Society 
Maine  Thoracic  Society 

For  this  cooperation  and  support,  the  members  of  the 
Scientific  Committee  are  grateful. 


Information 

Registration: 

Registration  throughout  the  session  will  be  in  the 
Lobby  at  the  Treadway-Samoset.  Registration  fee 
$2.00. 

Saturday,  June  14  — 12:00  M.  to  5:00  P.M. 

Sunday,  June  15  — 9:00  A.M.  to  5:00  P.M. 

Monday,  June  16  — 9:00  A.M.  to  6:00  P.M. 
Tuesday,  June  17  — 9:00  A.M.  to  3:00  P.M. 

Telephone:  The  number  at  the  Treadw  ay-Samoset 
is  Rockport,  (207)  594-2511. 

Visiting  Delegates: 

Introduction  of  Visiting  Delegates  will  take  place  at 
meetings  of  the  House  of  Delegates  on  Saturday,  June 
14  and  Sunday,  June  15. 

Technical  Exhibits: 

This  year,  twenty-five  companies  are  contributing 
to  the  success  of  the  annual  session  program  by  par- 
ticipating in  the  Technical  Exhibits.  A list  of  the  ex- 
hibiting companies  and  representatives  will  be  found 
on  pages  136  and  137  of  this  program. 

Please  show  your  appreciation  for  the  support 
of  these  companies  by  visiting  these  exhibits. 

Badge  Code: 

Badges  with  green  borders  indicate  Officers,  Past 
Presidents,  Delegates  and  Alternate  Delegates  of  the 
M.M.A.;  yellow  borders,  members  of  the  M.M.A.;  blue 
borders,  guests;  red  borders,  exhibitors;  and  plain 
white  for  the  members  of  the  Woman's  Auxiliary. 
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Saturday,  June  14 


Scientific  Program 


2:00  pm  First  Meeting  of  the  House  of  Delegates 

Call  to  Order:  John  B.  Madigan,  M.D.,  President 

Presiding:  Speaker  of  the  House,  George  W. 
BOSTWICK,  M.D. 

Presentation  of  the  A.  H.  Robins’  Physician 
Award  for  Community  Service 

Presentation  of  the  Maine  Blue  Cross  and  Blue 
Shield  "Award  of  Appreciation” 

5:00  F*  M Tour  of  PenBay  Medical  Center 
7:30  PM  Dinner 


Sunday,  June  15 

8:30  A M Reference  Committee  Meetings 
12:30  PM.  Luncheon 


2:00  to  4:00  P.M 

Welcome  — GEORGE  E.  Davis,  M.D. 

Sponsored  by  the  Maine  Chapter,  American 
College  of  Surgeons  and  the  Maine  Trauma 
Committee 

Presiding  — Edward  K.  Morse,  M.D.,  Rockland 

2:00  P.M  Emergency  Medical  Services 

David  R Boyd,  M I). C M.,  Director,  Division  of 
Emergency  Medical  Services,  Department  of 
Health,  Education  & Welfare,  Bureau  of  Medical 
Services,  West  Hyattsville,  Maryland 

5:30  to  7:00  P.M  Oysters  and  Keg  Party  — 
Sponsored  by  Marion  Laboratories,  Inc. 

7:00  P M Annual  Banquet 

Presentation  of  Honorary  Pins 
President’s  Address:  JOHN  B.  Madigan,  M.D. 


Tuesday,  June  17 


2:00  PM  Second  Meeting  of  the  House  of  Dele- 
gates 


Scientific  Program 

9:30  A M to  12:30  P M 


Election  of  President-elect,  Executive  Com- 
mittee District  Members  and  A M. A.  Delegate  and 
Alternate 

6:30  P.M.  Tread way-Samoset  Reception 
7:30  P.M  Lobster  Dinner 


Monday,  June  16 


Welcome  — Bradley  E.  Brownlow,  M.D. 

9:30  A M Gallstones:  Cause  and  Dissolve 
Eldon  Shaffer,  M.D.,  F.R.C.P.(C),  Department  of 
Gastroenterology,  Montreal  General  Hospital, 
Montreal 

10:30  A M Project  HOPE 

William  B.  Walsh,  M.D.,  President,  Project  HOPE, 
Washington 

12:30  to  2:00  P.M.  Luncheon 


Scientific  Program 

9:30  A M to  12:30  P.M 
Welcome  — BRADLEY  E.  BROWNLOW,  M.D. 

9:30  A M.  Pediatric  Urology 
Alan  B.  Retik,  M.D.,  Associate  in  Surgery,  Peter 
Bent  Brigham  Hospital  and  Children’s  Hospital 
Medical  Center;  Clinical  Professor  of  Surgery 
(Urology),  Tufts  University  Medical  School  and 
Chief  of  Pediatric  Urology,  Boston  Floating  Hos- 
pital for  Infants  and  Children,  Boston 

10:30  A M Methodology  of  Review' of  Quality  Care 

Daniel  Hamaty,  M.D.,  Assistant  Clinical  Profes- 
sor, Yale  University;  Medical  Director,  Connecticut 
Medical  Institute  and  Director,  Pilot  Project,  ("As- 
sessment by  Performance”),  American  Society  of 
Internal  Medicine,  Guilford,  Connecticut 

12:30  to  2:00  P.M.  Luncheon 


Scientific  Program 

2:00  to  4:00  P.M. 

Welcome  — Robert  H.  Pawle,  M.D. 

Sponsored  by  the  Maine  Medico-Legal  Society 

Presiding  - George  O.  Chase,  M.D.,  President, 
Bangor 

2:00  P.M.  Technical  Aspects  in  the  Use  of  the 
Iodine-Silver  Plate  Transfer  Method 

Mr.  Edward  Campbell,  Forensic  Analyst,  Latent 
Fingerprint  Unit,  Ontario  Provincial  Police,  Toron- 
to 

3:00  P M Iodine-Silver  Plate  Transfer  Method  of 
Recording  Fingerprint  Evidence 

Mr.  John  F.  Hinds,  Forensic  Analyst  in  Charge, 
Fingerprint  Identification  Area,  Ontario  Provincial 
Police,  Toronto 
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Specialty  Group  Meetings 

Monday,  June  16 

1:30  P M MAINE  SOCIETY  OF  INTERNAL 
MEDICINE  AND  THE  AMERICAN  COLLEGE 
OF  PHYSICIANS 

Joseph  J.  Hiebel,  M.D.,  Waterville  and  Philip 
P.  Thompson,  Jr.,  M.D.,  Portland,  presiding 

Business  Meeting 
2:00  P.M. 

Medical  Records,  Requirements,  Confidential- 
ity and  Government  Programs 

Carmault  B.  Jackson,  Jr.,  M.D.,  ASIM  Trustee, 
San  Antonio 

The  Federation  of  American  Internists 

Truman  G.  Schnabel,  Jr.,  M.D.,  Immediate  Past 
President  of  A.C.P.,  Philadelphia 


2:00  p m SECTION  ON  OPHTHALMOLOGY  OF 
THE  M.M.A. 

Gardner  N.  Moulton,  M.D.,  Bangor,  presiding 

Whither  Ophthalmology?  — to  be  discussed 
by  members  of  the  Section  on  Ophthalmology 


2:00  pm  MAINE  CHAPTER,  AMERICAN 
ACADEMY  OF  PEDIATRICS 

MAURICE  Ross,  M.D.,  Saco,  presiding 

Optimism  in  the  Identity  Crisis 

Sprague  W.  Hazard,  M.D.,  Chairman,  District  I, 
American  Academy  of  Pediatrics,  Brandeis  Uni- 
versity Health  Services,  Waltham,  Massachusetts 


4:00  pm  MAINE  NEUROSURGICAL 
SOCIETY 

DANIEL  A.  Rock,  M.D.,  Lewiston,  President, 
presiding 


Tuesday,  June  17 

8:30  A M MAINE  PSYCHIATRIC 
ASSOCIATION 

JOHN  A.  Ordway,  M.D.,  Bangor,  presiding 
Council  Meeting 
11:00  A M. 

Meeting  of  Committees 
2:00  PM. 

Continuing  Education 

HOWARD  M.  Kern,  M.D.,  Director  of  Continuing 


Education,  American  Psychiatric  Association, 
Washington 


11:00  A M MAINE  RADIOLOGICAL  SOCIETY 

PETER  E.  GlUSTRA,  M.D.,  Rockland,  presiding 
Executive  Committee  Meeting 
2:00  P.M  Meeting 


2:00  PM  MAINE  SECTION,  AMERICAN 
COLLEGE  OF  OBSTETRICIANS  AND 
GYNECOLOGISTS 

Robert  M.  Knowles,  M.D.,  Portland,  presiding 

Annual  Maine  Section  Meeting  of  ACOG 

ROBERT  M.  Knowles,  M.D.,  Section  Chairman  of 
the  American  College  of  Obstetrics  and  Gynecology, 
Portland 


2:00  PM  MAINE  THORACIC  SOCIETY 

GlSELA  K.  Davidson,  M.D.,  Portland,  presiding 

New  Concepts  in  the  Diagnosis  and  Man- 
agement of  Pulmonary  Embolism 

Arthur  A.  Sasahara,  M.D.,  Chief,  Medical  Ser- 
vice, V.A.  Hospital,  West  Roxbury,  Massachusetts 
and  Professor  of  Medicine,  Harvard  Medical  School 


SPECIAL  NOTICES 

Executive  Committee  Meetings 

The  Executive  Committee  will  meet  on  Saturday, 
June  14  and  daily  throughout  the  session  at  a time  and 
place  to  be  announced. 

Informal  Luncheons 

Maine  Academy  of  Orthopedic  Surgeons  — Mon- 
day, June  16. 

Maine  Psychiatric  Association  — Tuesday,  June  17. 
Breakfast  Meeting 

Committee  on  Medicine  and  Religion  — Monday, 
8:00  a m. 

Speaker:  A.  Marshall  Smith,  M.D.,  Chief  of  Pul- 
monary Medicine,  Eastern  Maine  Medical  Cen- 
ter, Bangor 

SUBJECT:  Spiritual  Values  in  the  Care  of  Pulmo- 
nary Disease 


LU 
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SIXTY-FIVE-YEAR  PIN 


Honorary  Pins 

Presentation  of  the  Association’s  Honorary  Pins  will 
be  made  by  John  B.  Madigan,  M L).,  President  of  the 
M.M.A.,  at  the  Annual  banquet,  Monday  evening,  June 
16  at  7:00  P.M. 

FIFTY-YEAR  PINS 

Fifty-Year  Pins  will  be  presented  to  the  following 
members  who  were  graduated  from  Medical  School  in 
1925. 

Cumberland  County 

John  J.  Lappin,  M.D. 

New  York  University  School  of  Medicine 

Philip  H.  McCrum,  M.D. 

Harvard  Medical  School 

Alice  A.  S.  Whittier,  M.D. 

Yale  University  School  of  Medicine 

FIFTY-FIVE-YEAR  PINS 

Fifty-Five-Year  Pins  will  be  presented  to  the 
following  members  who  were  graduated  from  Medical 
School  in  1920. 

Cumberland  County 

Winifred  W.  Curtis,  M.D. 

Boston  University  School  of  Medicine 

Isaac  M.  Webber,  M.D. 

Bowdoin  Medical  School 

Kennebec  County 

Blynn  O.  Goodrich.  M.D. 

McGill  University  Faculty  of  Medicine 

Ella  Langer,  M.D. 

University  of  Vienna  Medical  College 

Knox  County 

George  Loewenstein,  M.D. 

Friedrich  Wilhelms  University,  Germany 

Oxford  County 

James  A.  MacDougall,  M.D. 

McGill  University  Faculty  of  Medicine 

SIXTY-YEAR  PINS 

Sixty-Year  Pins  will  be  presented  to  the  follow- 
ing members  who  were  graduated  from  Medical  School 
in  1915. 

Cumberland  County 

Elton  R.  Blaisdell,  M.D. 

Bowdoin  Medical  School 

Kennebec  County 

Albert  S.  Crawford,  M.D. 

Cornell  University  College  of  Medicine 

York  County 

Charles  W.  Kinghorn,  M.D. 

Bowdoin  Medical  School 

Harold  W.  Stevens,  M.D. 

Harvard  Medical  School 


A Sixty-Five-Year  Pin  will  be  presented  to  the 
following  member  who  graduated  from  Medical  School 
in  1910. 

Penobscot  County 

Thomas  A.  Devan,  M.D. 

Johns  Hopkins  University  Medical  College 

SEVENTY-YEAR  PIN 

A Seventy- Year  Pin  will  be  presented  to  the  fol- 
lowing member  who  graduated  from  Medical  School 
in  1905. 

Androscoggin  County 

Daniel  F.  D.  Russell,  M.D. 

Bowdoin  Medical  School 


26th  Annual  Meeting 

Woman’s  Auxiliary 
to  the 

Maine  Medical  Association 
Open  to  all  Physicians’  Wives 

Sunday,  June  15 

9:00  A M to  12:00  M.  Registration 
Lobby,  Treadway-Samoset,  Rockport 

9:30  to  10:15  A M Open  House  Coffee  for  M.D.’s 
Wives 

The  Library 

Hostess:  Mrs.  Richard  Taylor 

10:15  to  11:30  A M House  of  Delegates  Annual 
Business  Meeting  — Installation 
The  Library 

Mrs.  Robert  F.  Ficker,  President,  presiding 

11:30  a m to  12:00  M "MMA  COMES  TO 
WAMMA” 

12:00  to  12:30  P.M  Reception  Honoring  Members- 
at-Large  and  M.M.A.  Executive  Committee  mem- 
bers 

The  North  Samoset  Room 

12:30  P.M.  Annual  Luncheon 
The  North  Samoset  Room 
Hostesses:  Members-at-Large,  newly  organized 
Lincoln-Sagadahoc  Auxiliary 
Mrs.  Robert  F.  Ficker,  presiding 

Welcome  — Mrs.  James  Smith,  Annual  Meeting 
Chairman 

Lord’s  Prayer  — Mr.  Kevin  Brown 

Invocation  — Father  Leo  J.  Goudreau 

Forecast  — Euclid  M.  Hanbury,  Jr.,  M.D., 
President-elect  M.M.A. 
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Guest  Speaker  — CLEMENT  A.  HlEBERT,  M.D., 
Portland 

2:00  P.M.  Adjournment 

2:15  P.M.  1975-1976  Board  of  Directors  Meeting 
The  Library 


Visiting  Delegates 

The  Connecticut  State  Medical  Society 

Norman  H.  Gardner,  M.D.,  East  Hampton 
Bernard  O.  Nemoitin,  M.D.,  Stamford 

New  Hampshire  Medical  Society 
Frank  Kennedy,  II,  M.D.,  Exeter 

The  Rhode  Island  Medical  Society 
Russell  Hager,  M.D.,  Warwick 


Vermont  State  Medical  Society 

Harry  M.  Rowe,  M.D.,  Wells  River 


Delegates  to  Out-of-State  Meetings 

The  Connecticut  State  Medical  Society 
Richard  M.  Swengel,  M.D.,  Lewiston 

The  Massachusetts  Medical  Society 

Euclid  M.  Hanbury,  Jr.,  M.D.,  Belfast 

New  Hampshire  and  Vermont  State  Medical  Societies 
Donald  L.  Anderson,  M.D.,  Lewiston 

Medical  Society  of  the  State  of  New  York 
Robert  F.  Ficker,  M.D.,  Kennebunkport 

The  Rhode  Island  Medical  Society 

Leonard  G.  Miragliuolo,  M.D..  Bangor 


rr Medicine  Avenue ” 

Technical  Exhibits 


Abbott  Laboratories,  North  Chicago,  Illinois 
60064 

Representatives:  William  A.  Towne,  Gerald  J.  Butts 
and  Bruce  Reynolds 

Ayerst  Laboratories,  685  Third  Ave.,  New 
York,  New  York  10017 

Representatives:  David  Hart  and  Mac  Harden 

Bristol  Laboratories,  P.O.  Box  657,  Syracuse, 
New  York  13201 

Representatives:  Dick  Green  and  Bob  Pogorelc 

Burroughs  Wellcome  Co.,  3030  Cornwallis  Rd.,  Re- 
search Triangle  Park,  North  Carolina  27709 

Cardio-Pulmonary  Products  Corporation,  3 
Sheafe  St.,  Portsmouth,  New  Hampshire  03801 

Representatives:  Alfred  P.  Schulte  and  Thomas  R. 
Burnham 

Fisons  Corporation,  2 Preston  Court,  Bedford, 
Massachusetts  01730 

Representatives:  Donald  Shearer  and  Bruce 

Simpson 

Hoechst-Roussel  Pharmaceuticals,  Inc.,  Route 
202-206  North,  Somerville,  New  Jersey  08876 

Representative:  Wayne  Fitzgerald 

E.  F.  Hutton  and  Company  Inc.,  477  Congress  St., 
Portland,  Maine  04102 

Representatives:  Robert  N.  Davidson,  Mgr.,  Aniello 
Trancredi,  Albert  N.  Carroll,  Francis  P.  Twinem, 
Preston  B.  Mavor  and  David  Kangas 


Lederle  Laboratories,  Pearl  River,  New  York 
10965 

Maine  Blue  Cross  and  Blue  Shield,  110  Free  St., 
Portland,  Maine  04101 

Representatives:  Ralph  B.  Osgood  and  Jerry  Merrill 

Marion  Laboratories,  Inc.,  10236  Bunker  Ridge 
Rd.,  Kansas  City,  Missouri  64137 

Mead  Johnson  Laboratories,  Evansville,  Indiana 
47721 

Representatives:  Remi  St.  Onge,  Peter  Coletta  and 
Guy  Hunter 

Medical  Oxygen  Service,  Beech  Hill  Rd.,  Auburn, 
Maine  04210 

Representatives:  Phil  Black  and  Steve  Jewell 

Naval  Recruiting  District  Boston,  575  Technology 
Square,  Cambridge,  Massachusetts  02139 

Representative:  CPO  Malcolm  Ward 

New  England  Physicians  Advisory  Services,  Inc., 
1 Wells  Ave.,  Newton,  Massachusetts  02159 

Representatives:  John  J.  Casey,  Esq.,  James  McAl- 
lister, Jules  Meyers,  Mary  Rose  Godfrey  and 
Eileen  M.  O’Meara 

Parke,  Davis  & Company,  Detroit,  Michigan  48232 

Representatives:  Merrill  Dole,  Captain  and  Gerry 
Schneider 

Riker  Laboratories,  Inc.,  19901  Nordhoff  St., 
Northridge,  California  91324 

Representatives:  Joe  Calore  and  Robert  Wood 
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A.  H.  Robins,  Co.,  1407  Cummings  Dr.,  Richmond, 
Virginia  23220 

Representative:  Albert  W.  Messer 

Roche  Laboratories,  Nutley,  New  Jersey  07110 

Representative:  Peter  Davis 

Ross  Laboratories,  Columbus,  Ohio  43216 

Representatives:  Bob  Ludden,  Dave  Geary  and  Dick 
Kaufman 

Sandoz  Pharmaceuticals,  E.  Hanover,  New- Jersey 
07936 

Representatives:  Galen  McCrum  and  Larry  Emidy 

Searle  Laboratories,  Box  5110,  Chicago,  Illinois 
60680 


Representatives:  David  E.  Gleason,  Thomas  Ord- 
way  and  Alfred  Grimes 

Union  Mutual  Management  Corp.,  1 Canal  Plaza, 
Portland,  Maine  04111 

Representatives:  James  F.  McMichael  and  Jane 
Tholen 

U.  S.  Air  Force  Medical  Services,  951  Paul  Brow  n 
Building,  818  Olive  St.,  St.  Louis,  Missouri  63101 

Representatives:  Capt.  Jerold  Christen,  Lt.  Richard 
Yates  and  MSgt.  Charles  Sullivan 

USV  Pharmaceutical  Corp.,  1 Scarsdale  Rd., 
Tuckahoe,  New  York  10707 

Representative:  Gaston  LaBreche 


County  Delegates 


DELEGATES  ALTERNATES 


DELEGATES  ALTERNATES 


Androscoggin  County  Medical  Association 

Richard  M.  Swengel,  M.D.,  Secretary 


Behzad  Fakhery,  M.D. 
Charles  A.  Hannigan,  M.D. 
Stanley  D.  Rosenblatt.  M.D. 
Thomas  F.  Shields,  M.D. 
Jou  S.  Tchao,  M.D. 


John  W.  Carrier,  M.D. 
Lawrence  A.  Nadeau,  M.D. 
Jon  P.  Pitman.  M.D. 
Richard  W.  Turcotte,  M.D. 
Kenneth  P.  Wolf,  M.D. 


Aroostook  County  Medical  Society 

Benoit  Ouellette,  M.D.,  Secretary 
Eugene  G.  Gormley,  M.D.  Rodrigue  J.  Albert,  M.D. 
Eric  F.  Nicholas,  M.D.  William  A.  O'Brien,  M.D. 

Madjid  Yaghmai,  M.D.  Arthur  D.  Pendleton,  M.D. 


Cumberland  County  Medical  Society 

Alfred  E.  Swett.  M.D.,  Secretarv 


Robert  W.  Agan,  M.D. 

John  R.  Davy,  M.D. 

Carl  S.  Jackson.  M.D. 
Frederick  S.  Larned,  M.D. 
Stuart  W.  McGuire.  M.D. 

A.  Dewey  Richards,  M.D. 
Ronald  J.  Carroll,  M.D. 
George  I.  Geer,  Jr..  M.D. 
John  F.  Gibbons,  M.D. 
Walter  B.  Goldfarb,  M.D. 
William  H.  Leschey,  Jr..  M. 
William  L.  Mac  Vane,  Jr.,  M. 
Stephen  E.  Monaghan.  M.D. 


Louis  A.  Ciampi,  M.D. 
Patrick  A.  Dowling.  M.D. 
Andrew  P.  Iverson,  Jr.,  M.D. 
John  D.  Kilgallen,  M.D. 
Thomas  A.  Martin,  Jr.,  M.D. 
Irving  J.  Poliner,  M.D. 
Newell  A.  Augur,  Jr..  M.D. 
Elio  Baldini,  M.D. 

Carl  A.  Brinkman,  M.D. 
John  T.  Dinan,  Jr.,  M.D. 
Robert  H.  Pawle,  M.D. 

I.  Roland  G.  Ware,  Jr.,  M.D. 


Franklin  County  Medical  Society 

Hays  G.  Bowne,  M.D.,  Secretary 
Paul  A.  Brinkman,  M.D.  Paul  E.  Floyd.  M.D. 


Hancock  County  Medical  Society 

John  C.  Van  Pelt,  M.D.,  Secretary 


Kennebec  County  Medical  Association 

Oscar  T.  Feagin,  M.D.,  Secretary 


Richard  E.  Barron,  M.D. 
Anthony  Betts.  M.D. 
Raymond  E.  Culver,  M.D. 
Earle  M.  Davis,  M.D. 
George  I.  Gould,  M.D. 
Terrance  J.  Sheehan,  M.D. 


Antoine  A.  Atallah,  M.D. 

J.  Alfred  Letourneau,  M.D. 
Howard  H.  Milliken.  M.D. 
Harry  M.  K.  Peddie,  M.D 
John  H.  Shaw,  M.D. 
Charles  E.  Towne,  M.D. 


Knox  County  Medical  Society 

David  G.  Reed,  M.D.,  Secretary 
Christopher  F.  Manning,  M.D.  Edward  K.  Morse,  M.D. 
John  W.  Wickenden,  M.D.  Peter  R.  Shrier,  M.D. 


Lincoln-Sagadahoc  County  Medical  Society 

George  W.  Bostwick,  M.D.,  Secretary 
Anthony  J.  Horstman,  M.D.  Frank  O.  Avantaggio,  Jr.,  M.D. 
David  W.  Schall.  M.D.  Gilbert  R.  Rowan,  M.D. 

Oxford  County  Medical  Society 

David  L.  Phillips,  M.D.,  Secretary 

Sidney  M.  Schnittke,  M.D. 


Penobscot  County  Medical  Society 

Philip  G.  Hunter,  M.D.,  Secretary 


Robert  P.  Andrews,  M.D. 
Charles  S.  Burger,  M.D. 
John  S.  Houlihan,  M.D. 
Francis  I.  Kittredge,  M.D 
John  A.  Woodcock,  M.D. 


William  M.  Blackwell,  M.D. 
Jack  N.  Meltzer,  M.D. 

John  A.  Ordway,  M.D. 

John  J.  Pearson,  M.D. 

Lewis  E.  Phillips,  M.D. 


Piscataquis  County  Medical  Society 

Robert  C.  Cornell,  M.D.,  Secretary 
Charles  H.  Lightbody.  M.D.  John  B.  Curtis,  M.D. 


Somerset  County  Medical  Society 

John  H.  Steeves,  M.D.,  Secretary 
Harland  G.  Turner,  M.D.  Richard  C.  Taylor,  M.D. 

Waldo  County  Medical  Society 

Sheldon  Brotman,  M.D.,  Secretary 
Harold  E.  Knuuti,  M.D.  T.  Craig  Childs,  M.D. 

Washington  County  Medical  Society 

Karl  V.  Larson,  M.D.,  Secretary 
Robert  G.  MacBride,  M.D.  Donald  M.  Robertson,  M.D. 

York  County  Medical  Society 

Melvin  Bacon,  M.D.,  Secretary 
Badi-uz-Zaman  M.  Haq,  M.D.  Owen  O.  Dow,  M.D. 

Carl  E.  Richards,  M.D.  Marcel  P.  Houle,  M.D. 

Maurice  Ross,  M.D.  Alexander  W.  Magocsi,  M.D. 
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Drug  therapy  reviews 


Russell  R.  Miller.  Pharm.D.,  Ph.D.,  Editor 


Pharmacotherapy  of  Essential  Hypertension 

David  W.  Duhme,  M.D.,  David  J.  Greenblatt,  M.D.  and 
Russell  R.  Miller,  Pharm.D.,  Ph.D. 


Hypertension  affects  10  to  20%  of  the  adult  popu- 
lation and  is  a major  risk  factor  in  the  development 
of  cerebrovascular  disease,  congestive  heart  failure, 
myocardial  infarction,  and  renal  insufficiency.1'" 
Since  pharmacotherapy  of  essential  hypertension 
reduces  the  likelihood  of  these  complications,  de- 
tection and  treatment  of  this  disease  is  a public 
health  problem  of  primary  importance.  This  article 
will  discuss  some  practical  clinical  aspects  of  the 
evaluation  and  treatment  of  hypertension. 

Diagnosis 

It  is  important  to  distinguish  between  “hyper- 
tension" as  an  abnormal  elevation  of  systemic  ar- 
terial blood  pressure  measured  by  sphygmomanom- 
eter and  stethoscope,  and  “hypertension"  as  a com- 
plex disease  state.  All  individuals  experience  min- 
ute-to-minute  and  day-to-day  fluctuations  in  arterial 
blood  pressure,  occasionally  into  the  “hyperten- 
sive" range.  Accordingly,  the  presence  or  absence 
of  hypertension,  the  disease,  must  be  diagnosed  on 
an  individual  basis,  evaluating  at  least  three  and 
preferably  more  blood  pressure  measurements,  and 
looking  for  signs  of  end-organ  damage  in  the  retina 
or  heart.  The  likelihood  that  hypertensive  disease 
is  present  in  a given  patient  increases  with  the  fre- 
quency of  hypertensive  readings  on  repeated  mea- 
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surement.  Conversely,  an  individual  is  likely  to  be 
“normotensive"  if  the  frequency  of  normal  blood 
pressure  readings  on  repeated  measurement  is  high. 
Patients  in  whom  no  consistent  pattern  of  “hyper- 
tensive” or  “normotensive”  blood  pressure  is  ob- 
served (i.e.,  those  with  “labile”  hypertension)  pre- 
sent a diagnostic  and  therapeutic  enigma.  They 
should  be  followed  at  least  annually  for  the  develop- 
ment of  “sustained"  hypertension.12 

The  levels  of  blood  pressure  that  divide  “normo- 
tensive" from  “hypertensive"  are  controversial, 
arbitrary,  and  not  always  clinically  satisfactory. 
Epidemiologic  studies  suggest  that  a systolic  blood 
pressure  consistently  in  excess  of  140  mmHg  and/ 
or  a diastolic  pressure  consistently  in  excess  of  90 
mmHg  constitutes  clinically  important  hyperten- 
sion with  the  associated  risks  of  cerebrovascular, 
cardiac,  and  renal  disease.1'11  The  risk  of  these  com- 
plications further  increases  at  higher  levels  of  sus- 
tained blood  pressure.  Pharmacologic  reduction 
of  blood  pressure  partially  or  completely  nullifies 
these  risks.  Most  hypertensive  patients  have  eleva- 
tions in  both  systolic  and  diastolic  blood  pressure, 
but  some  have  only  “isolated”  systolic  hyperten- 
sion (i.e.,  180/80  mmHg).  This  is  commonly  en- 
countered in  elderly  individuals  with  reduced  com- 
pliance (stiffening)  of  the  aorta  and  larger  arteries 
due  to  atherosclerotic  vascular  disease.13  Predict- 
ably, such  individuals  have  a high  incidence  of  cere- 
brovascular disease,  but  the  evidence  that  treatment 
of  blood  pressure  reduces  the  risk  is  not  very  con- 
vincing. 

Evaluation 

Table  1 lists  a variety  of  diagnostic  tests  used  to 
evaluate  specific  causes  and  consequences  ol  hyper- 
tension. They  range  from  those  that  should  be  per- 
formed in  most  or  all  patients  to  those  that  are  ap- 
propriate only  in  very  selected  cases.  The  diag- 
nostic work-up  should  be  individualized;  no  fixed 
scheme  or  protocol  can  be  considered  rational.  The 
extent  of  evaluation  depends  upon  the  patient's  age, 
family  history  of  essential  hypertension,  and  sever- 
ity of  disease.  It  is  reasonable  to  reopen  the  search 
for  curable  causes  at  a later  date  if  a patient's  blood 
pressure  proves  difficult  to  control.  The  physician 
must  weigh  the  cost,  discomfort,  and  hazard  of  each 
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Tabi  e I 


Table  2 


E\  III  ATIONOF  IMF  HYPERTENSIVE  PATIENT 

Most  or  , -til  Patients  Should  Have 

Medical  history 
Physical  examination 

Blood  urea  nitrogen  or  creatinine  determination 
Serum  sodium,  potassium,  chloride,  and  bicarbonate 

determinations 

Elect  roc  a rdi  ogra  m * 
Chest  x-ray* 
Urinalysis 

Selected  Patients  Should  Have: 

If  There  is  Reason  to  Suspect: 

Urine  culture 

Chronic  pyelonephritis 

Intravenous  pyelogram 

Urinary  tract  obstruction. 

renovascular  disease,  or 

renal  parenchymal  dis- 

ease 

24-hour  excretion  of  vanilyl- 

Pheochromocytoma 

mandelic  acid  (VMA) 

Creatinine  clearance 

Renal  insufficiency 

Plasma  renin  activity 

High-  or  low -renin  hyper- 

tension 

Serum  thyroxine  determination 

i Thyrotoxicosis 

Serum  cortisol  determination 

Cushing's  syndrome 

Furosemide-stimulated  upright 

Uow-renin  essential  hyper- 

plasma  renin  activity 

tension  or  primary  al- 
dosteronism 

1'erv  Selected  Patients  Can 

H There  is  Reason  to  Suspect: 

Have: 

Bilateral  renal  vein  renin 

Renovascular  disease 

determination 

Renal  arteriography 

Renovascular  disease  or 

neoplasm 

Aldosterone  excretion  rate 

Primary  aldosteronism 

Tyramine  stimulation  test 

Pheochromocytoma 

Dexamethasone  suppression 

Cushing's  syndrome 

test 

* in  patients  aged  40  or  over 


diagnostic  test  against  the  likelihood  that  it  will  re- 
veal something  of  clinical  or  therapeutic  impor- 
tance. 

“Curable”  causes  of  hypertension  (Table  2)  are 
unusual.14 18  Aspects  of  the  clinical  history  (i.e., 
episodic  sweating  or  palpitations),  physical  exami- 
nation (i.e..  Cushingoid  features,  abdominal  bruits, 
decreased  femoral  pulses,  signs  of  hyperthyroid- 
ism). or  laboratory  data  (i.e.,  hypokalemia,  elevated 
plasma  renin  activity,  rib  notching  on  chest  x-ray) 
may  suggest  that  one  of  these  diseases  is  present, 
and  lead  to  further  diagnostic  evaluation  (Table  1). 
In  more  than  95%  of  cases,  however,  no  curable 
underlying  disease  will  be  found,  and  the  diagnosis 
of  “essential"  hypertension  will  be  assigned.  Es- 
sential hypertension  typically  is  a familial  disease, 
of  asymptomatic  and  insidious  onset  between  ages 
30  and  50  years,  and  gradually  progressive.  It  is 
characterized  by  normal  cardiac  output,  increased 


“Curable”  Causes  of  Hypertension 

Pheochromocytoma 

Renovascular  disease 

Renal  parenchymal  disease 

Primary  aldosteronism 

Coarctation  of  the  aorta 

Urinary  tract  obstruction 

Cushing's  syndrome 

Thyrotoxicosis 

Hypertension  of  pregnancy 

Pharmacologically-induced  hypertension 

peripheral  vascular  resistance,  and  normal  values  of 
extracellular  fluid  volume,  plasma  renin  activity, 
aldosterone  secretion,  and  plasma  catecholamines. 
The  pathophysiology  of  essential  hypertension  is 
exhaustively  reviewed  elsewhere.111419'28 

Treatment  of  Essential  Hypertension 
Most  diagnosed  hypertensive  patients  are  un- 
treated or  inadequately  treated.  Physicians  are 
partly  to  blame  for  this  unfortunate  situation.  Many 
clinicians  still  believe  that  essential  hypertension  is 
a “benign"  disease  that  does  not  need  vigorous 
therapy.  Others  are  unfamiliar  with  the  pharmacol- 
ogy of  antihypertensive  drugs  and  are  unable  to 
select  an  effective  combination  of  drugs.  Poor  pa- 
tient compliance  is  also  a major  contributor  to  ap- 
parent failure  of  treatment.  Patients  are  under- 
standably unwilling  to  accept  the  need  for  lifelong 
drug  therapy  of  an  asymptomatic  disease,  partic- 
ularly when  the  drugs  are  expensive  and  may  pro- 
duce troublesome  side  effects.211  Physicians  must 
intensify  their  commitment  to  identifying  and  ef- 
fectively treating  hypertension.  The  general  public 
and  patients  in  particular  must  be  educated  as  to  the 
asymptomatic  nature  of  hypertension,3"  its  high 
morbidity  and  mortality  when  untreated,  its  excel- 
lent response  to  medical  therapy,  and  the  fact  that 
therapy  must  be  lifelong.  Nonphysician  specialists 
— including  pharmacists,  nurse  practitioners,  den- 
tists and  physician's  assistants  — can  play  an  impor- 
tant role  in  education  and  in  antihypertensive  drug 
therapy.31  The  increased  availability  of  such  spe- 
cialists will  contribute  greatly  to  the  management 
of  this  public  health  menace. 

Diuretics 

Thiazide  diuretics  are  the  cornerstone  of  anti- 
hypertensive drug  therapy.  Most,  if  not  all,  hyper- 
tensive patients  should  receive  a thiazide  as  the  ini- 
tial mode  of  therapy."14  42  44  The  hypotensive  action 
of  these  drugs  is  not  fully  explained  by  their  ability 
to  deplete  the  body  of  sodium  and  water;  thiazides 
appear  to  lower  peripheral  vascular  resistance  by  a 
mechanism  which  is  not  well  understood.44'48  All 
thiazide  diuretics  are  clinically  equivalent  except  for 
variations  in  milligram  potency.  Pharmaceutical 
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Appendix  1 

Dosage  and  Wholesale  Cost  of  Antihypertensive  Agents 


Generic  Name 

Trade  Narne(s) 

Range  of 
Usual  Daily 
Doses  (mg) 

Oral  Dosage 
S izes 

Available  (mg) 

Cost  per 
100  dose  unitsh 

THIAZIDE  DIURETICS 

Chlorothiazide 

Diuril 

500-1000 

250 

3.23 

500 

5.10 

Hydrochlorothiazide 

Hydrodiuril,  Esidrix. 

50-100 

25 

3.08-3.80 

Oretic,aThiuretica 

50 

4.84-6.00 

Benzthiazide 

Aquapres.  Aquatag,  Diucen, 

50-100 

25 

3.20-3.80 

Edemex,  Exna,  Lemazide,a 

50 

5.00-6.25 

Proqua,  Hy-Drine 

Hydroflumethiazide 

Saluron,  Diucardina 

50-100 

50 

3.88-5.26 

Bendroflumethiazide 

Naturetin 

5-10 

2.5 

4.52 

5.0 

7.15 

10 

11.53 

Cyclothiazide 

Anhydron 

2-4 

2 

6.04 

Methyclothiazide 

Aquatensen,  Endurona 

5-10 

2.5 

4.84 

5.0 

6.56-6.88 

Trichlormethiazide 

Naqua,  Metahydrin  a 

4-8 

2 

2.82-3.37 

4 

4.44-5.25 

Polythiazide 

Renese 

2-8 

1 

4.29 

2 

6.78 

4 

1 1.30 

POTASSIUM-SPARING  DIURETICS 

Triamterine 

Dyrenium 

100-200 

100 

6.85 

Spironolactone 

Aldactone 

50-400 

25 

9.75 

OTHER  DIURETICS 

Furosemide 

Lasix 

20-80 

20 

6.00 

40 

8.40 

Ethacrynic  acid 

Edecrin 

25-100 

25 

4.58 

50 

6.54 

Chlorthalidone 

Hygroton 

50-100 

50 

7.32 

100 

8.88 

Quinethazone 

Hydromox 

50-100 

50 

6.36 

Metolazone 

Zaroxolyn 

5-10 

2.5 

6.47 

5 

7.65 

10 

8.82 

DIURETIC  COMBINATIONS 

Hydrochlorothiazide 

(25  mg) 

plus 

Dyazide 

1-4  capsules 

7.15 

Triamterine  (50  mg) 

H ydrochlorothiazide 

(25  mg) 

plus 

Aldactazide 

2-8  tablets 

10.97 

Spironolactone  (25  mg) 

RAUWOLFIA  ALKALOIDS 

Whole  Root  Rauwolfia 

Hyper-Rauw,a  Raudixin, 

50-100 

50 

1.35-3.97 

Rauval,'1  Wolfina,  Serfolia, 

100 

1.75-6.62 

Serfiaa 

(generic) 

50 

0.55c 

100 

0.70c 

Alseroxylon 

Rautensin,0  Rauwiloid 

2-4 

2 

6.77-6.88 

Deserpidine 

Harmony! 

0.1-0.25 

0.1 

2.84 

0.25 

4.77 

Rescinnamine 

Moderil 

0.25-0.5 

0.25 

4.22 

0.5 

5.91 

Syrosingopine 

Singoserp 

1-2 

1 

4.65 

NO 
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Dos  mu  \m»  Whoi  ksai.e  Cost  of  Antihvpektensive  Agents 


Range  of 

Oral  Dosage 

Usual  Daily 

Sizes 

Cost  per 

Generic  Name 

Trade  Name(s) 

Doses  (mg) 

Available  (mg) 

100  dose  units1’ 

Reserpine 

Elxerpine,  Lemiserp. 

0. 1-0.25 

0.1 

0.63-4.05 

Rau-Sed,  Resercen, 
Reserpoid,  Sandril,-1 
Serpasil.  Serpate, 
Vio-Serpine.  Raurine. 
Serpanray 

0.25 

1.05-9.12 

(generic) 

0.1 

0.4(E 

0.25 

0.45c 

OTHER  SYMPATHOPLEG1C  AGENTS 

Methyldopa 

Aldomet 

500-2000 

250 

6.36 

500 

1 1.45 

C'lonidine 

Catapres 

0.2-0. 8 

0.1 

5.95 

0.2 

7.80 

Guanethidine 

Ismelin 

10-300 

10 

8.40 

25 

11.75 

VASODILATORS 

Hydralazine 

Apresoline 

40-200 

10 

2.60 

25 

3.85 

50 

5.15 

100 

7.20 

Lopress11 

10 

1.45 

50 

3.75 

(generic) 

10 

0.95v 

25 

1.29v 

50 

l.66v 

BETA-ADRENERGIC  ANTAGONISTS 

Propranolol 

Inderal 

30-320 

10 

3.66 

40 

6.18 

•' — indicates  the  least  expensive  brand  name  product  among  those  available 
h — when  more  than  one  brand  name  product  is  available  the  range  of  prices  is  specified 
c — indicates  the  lowest  price  among  generic  products  available 


claims  notwithstanding,  differences  in  pharmaco- 
logic half-life  and  duration  of  diuretic  action  are  not 
clinically  important.  In  fact,  all  thiazides  continue  to 
exert  an  antihypertensive  effect  long  after  they  have 
been  eliminated  from  the  body.  Chlorthalidone  is 
equivalent  to  thiazides  in  clinical  action,  but  is  more 
expensive.  In  clinical  practice,  the  least  expensive 
thiazide  derivative  should  be  prescribed  (Appendix 
1).  Doses  equivalent  to  1.0  gm  of  chlorothiazide 
should  be  administered  once  daily  or  in  two  divided 
doses. 

All  patients  on  chronic  thiazide  therapy  undergo 
a depletion  of  total  body  potassium  content,3  '*  al- 
though only  about  one-third  of  patients  reach  our 
arbitrarily-defined  “hypokalemic”  level  of  serum 
potassium  concentration. 3!l  Hypokalemia  should 
not  be  permitted  to  develop  in  any  patient  receiving 
concurrent  therapy  with  digitalis  glycosides.  In 
other  patients,  however,  there  is  no  good  evidence 
that  moderate  potassium  depletion  is  harmful.4" 
Only  rarely  does  hypokalemia  produce  symptoms. 
Many  patients  tolerate  concentrations  of  less  than 
3.0  mEq/liter  for  years  without  apparent  ill  effects. 
Difficult  as  it  is  for  physicians  to  ignore  drug- 


induced  abnormalities  in  laboratory  tests,  the  need 
for  prophylactic  or  corrective  potassium  in  asymp- 
tomatic thiazide  recipients  is  not  established.  The 
same  can  be  said  for  other  metabolic  abnormalities 
induced  by  thiazides.41"43  Hyperuricemia  need  not 
be  treated  unless  very  high  serum  urate  concentra- 
tions (i.e.,  greater  than  12  mg/100  ml)  are  reached 
or  clinical  gout  occurs.  Hyperglycemia  can  be  toler- 
ated as  long  as  it  remains  asymptomatic  or,  in  pa- 
tients with  pre-existing  diabetes,  clinical  control  is 
not  disrupted. 

In  patients  who  cannot  tolerate  thiazides,  a “po- 
tassium-retaining" diuretic  can  be  substituted. 
Spironolactone  (100  mg  per  day)  and  triamterene 
(100  to  200  mg  per  day)  differ  from  each  other  in 
structure  and  pharmacologic  mechanism  of  action 
but  are  clinically  very  similar.44  Either  drug  can  be 
used  instead  of  thiazides,  or  together  with  thiazides 
to  prevent  potassium  loss  and  possibly  to  potentiate 
their  hypotensive  effect 4WX  Unfortunately,  many 
male  patients  develop  gynecomastia  during  long- 
term spironolactone  therapy.49"51  Potassium-retain- 
ing diuretics  should  not  be  coadministered  with 
potassium  chloride  and  should  be  given  with  great 
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caution  when  renal  insufficiency  is  present.52 

Furosemide  is  commonly  administered  for  anti- 
hypertensive therapy,53'54  but  it  is  no  more  effective 
than  thiazides  and  can  produce  excessive  diure- 
sis.55-56 Furosemide  should  be  used  only  when  fluid 
retention  or  edema  occurs  with  other  diuretics. 

Adjunctive  Therapy 

For  many  hypertensive  patients  a thiazide  alone 
will  reduce  blood  pressure  satisfactorily.  If  three 
to  six  weeks  of  thiazide  treatment  is  not  adequately 
hypotensive,  then  a second  drug  should  be  initiated. 
A variety  of  “tracks”  are  possible,  but  all  forms  of 
adjunctive  therapy  produce  retention  of  salt  and 
water  which  can  partially  or  completely  nullify  the 
hypotensive  effect  of  these  drugs.57  59  Therefore, 
diuretics  must  be  continued  and  coadministered 
with  all  other  forms  of  antihypertensive  therapy. 

Sympathoplegia 

Methyldopa,  reserpine,  and  guanethidine  are 
familiar  antihypertensive  agents.59  60  Each  drug  in- 
terferes with  adrenergic  nervous  system  function, 
and  each  has  important  side  effects.  These  three 
drugs  are  traditional  and  time-tested  hypotensive 
agents,  but  probably  will  become  relegated  to  a 
secondary  role  as  the  advantages  of  other  forms  of 
therapy  become  understood  by  practicing  physi- 
cians. 

Methyldopa  reduces  blood  pressure  by  poorly 
understood  mechanisms,  with  its  predominant  ef- 
fect in  the  central  nervous  system.59"62  Usual  effec- 
tive doses  of  methyldopa  range  from  0.5  to  2.0  gm 
per  day,  traditionally  given  in  two  to  four  divided 
doses.  Unfortunately,  methyldopa  commonly  pro- 
duces dose-dependent  drowsiness  and  somno- 
lence.63,64 The  consequences  of  this  can  be  mini- 
mized by  giving  a larger  quantity  at  bedtime.  In  pa- 
tients requiring  relatively  low  doses,  for  example, 
a single  bedtime  dose  of  0.5  to  0.75  gm  may  be  ap- 
propriate.65 Mild  postural  hypotension  and  nasal 
congestion  are  other  common  side  effects  of  methyl- 
dopa.5963 Sexual  dysfunction  and  Coombs-positive 
hemolytic  anemia66'69  are  relatively  uncommon. 
Jaundice  and  hepatic  necrosis,  fortunately,  are 
rare.70'75  Clonidine , a newly-released  antihyperten- 
sive agent,  appears  to  resemble  methyldopa  in  its 
action.76'80  The  role  of  clonidine  in  clinical  practice 
is  not  yet  established. 

Reserpine  and  its  congeners  deplete  catechola- 
mine neurotransmitters  from  the  brain  and  from  the 
peripheral  sympathetic  nervous  system.59  81 82  Oral 
reserpine  has  a mild  antihype ilensive  effect  which  in 
most  patients  is  less  powerful  than  methyldopa. 
Usual  effective  doses  are  0. 1 to  0.25  mg  given  once 
daily.  Depression  is  the  most  important  of  many 
central  nervous  system  side  effects  induced  by  re- 
serpine; suicide  apparently  has  resulted  in  some 


cases.83'85  Nasal  congestion  and  excessive  salivation 
are  less  serious  but  troublesome  side  effects.  Re- 
serpine stimulates  gastric  acid  secretion  and  might 
produce  or  exacerbate  peptic  ulcer  disease.86,87  The 
recent  findings  that  reserpine  may  be  associated 
with  breast  cancer  in  females  is  of  considerable  con- 
cern.88 90  Reserpine  use  should  be  restricted  to  situa- 
tions in  which  once-a-day  dosage  and  low  cost  are 
essential  for  an  individual  patient. 

Guanethidine  appropriately  is  relegated  to  the 
status  of  a “last-ditch”  agent,  reserved  for  clinical 
situations  in  which  other  sympathoplegic  agents 
fail.  Guanethidine  prevents  the  uptake  and  storage 
of  norepinephrine  in  presynaptic  nerve  terminals 
and  produces  a dose-dependent  partial  or  complete 
sympathetic  blockade.91'93  Effective  doses  are  vari- 
able, ranging  from  10  mg  to  300  mg  or  more  per  day. 
The  antihypertensive  effect  of  guanethidine  must 
be  carefully  titrated,  with  the  patient's  blood  pres- 
sure measured  in  the  sitting  and  standing  positions. 
Guanethidine  has  a slow  onset  and  long  duration  of 
action;  dosage  adjustments  should  be  made  no  more 
often  than  once  every  5 days. 

Essentially  all  patients  taking  effective  doses  of 
guanethidine  experience  side  effects.  The  most 
common  are  postural  hypotension,  impairment  of 
male  sexual  function,  and  diarrhea.63,94  95  In  fact,  the 
clinical  efficacy  and  value  of  guanethidine  in  a given 
patient  usually  depends  upon  his  or  her  ability  to  ad- 
just to  and  live  with  the  inevitable  side  effects  that 
accompany  effective  doses.  Sometimes  the  required 
dose  of  guanethidine  can  be  reduced  by  coadminis- 
tration of  1.0  gm  per  day  of  methyldopa.  On  the 
other  hand,  the  antihypertensive  effect  of  guanethi- 
dine is  nullified  by  coadministration  of  tricyclic  anti- 
depressants or  phenothiazines;96'99  such  drug  com- 
binations should  be  avoided.  Guanethidine  can 
cause  paradoxical  hypertension  in  patients  with 
pheochromocytoma,  and  is  contraindicated  in  this 
disease. 

Peripheral  Vasodilation  and  Beta-Blockade 

Antihypertensive  therapy  with  vasodilating  drugs 
and  beta-adrenergic  blocking  agents,  alone  or  in 
combination,  is  a second  major  approach  to  adjunc- 
tive antihypertensive  therapy.  Treatment  with  such 
drugs  is  often  more  effective  than  with  sympatho- 
plegic agents  and  invariably  better  tolerated  by  pa- 
tients. Important  drawbacks  include  the  need  for 
multiple  daily  dosage  and  the  lack  of  federal  sanc- 
tion for  the  use  of  propranolol  as  an  antihyperten- 
sive agent. 

Hydralazine  reduces  blood  pressure  by  produc- 
ing relaxation  of  resistance  arterioles.100  A conse- 
quence of  this  action  is  compensatory  reflex  sympa- 
thetic stimulation  resulting  in  tachycardia,  palpita- 
tions, and  increased  cardiac  work.  Hydralazine 
given  alone  therefore  can  exacerbate  angina  in  pa- 
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tients  with  ischemic  heart  disease.  The  reflex  effects 
of  hydralazine  are  prevented  by  coadministration 
of  propranolol,  and  the  two  drugs  should  be  used  in 
combination  in  all  but  the  youngest  patients.  A typi- 
cal initial  dose  of  hydralazine  is  10  mg  4 times  daily, 
which  can  be  gradually  increased  to  as  much  as  50 
mg  4 times  daily.  Higher  doses  should  be  adminis- 
tered with  caution,  since  these  doses  can  induce  an 
autoimmune  syndrome  resembling  lupus  erythema- 
tosus (LE).  The  syndrome  is  characterized  by  ap- 
pearance of  antinuclear  antibodies  (ANA)  and  “LE 
cells"  in  the  blood,  as  well  as  symptoms  such  as 
fever  and  arthralgia.101  I0:  Hydralazine-induced  LE 
is  more  common  at  high  daily  doses  and  during  pro- 
longed administration.103  Patients  on  chronic 
hydralazine  therapy  should  have  periodic  checks  of 
ANA  titer,  although  a rise  in  titer  without  accom- 
panying symptoms  does  not  necessarily  require  drug 
discontinuation. 

Propranolol  is  the  only  beta-adrenergic  antago- 
nist available  for  clinical  use  in  the  United  States. 
It  is  an  effective  antihypertensive  agent  when  given 
in  combination  with  a diuretic. 104 Depression  of 
cardiac  output  partially  accounts  for  this  action.107108 
It  also  appears  that  propranolol's  ability  to  impair 
the  release  of  renin  by  the  kidney  adds  to  the  anti- 
hypertensive effect,13  although  other  beta-blockers 
which  do  not  suppress  renin  activity  are  also  anti- 
hypertensive.109'1 1 1 The  use  of  propranolol  as  an  anti- 
hypertensive agent  is  well-tolerated  by  patients  be- 
cause orthostatic  blood  pressure  regulation  and 
sexual  function  are  not  impaired.  The  usual  initial 
dose  of  propranolol  is  10  mg  4 times  daily,  which  can 
be  gradually  increased  to  40  mg  4 times  daily  or 
higher.  Despite  dozens  of  studies  which  document 
the  safety  and  efficacy  of  propranolol  as  an  antihy- 
pertensive agent,104  the  drug  is  not  yet  approved 
for  the  treatment  of  hypertension  by  the  Food  and 
Drug  Administration. 

The  hazards  and  side  effects  of  propranolol  are 
reviewed  in  detail  elsewhere."2'114  In  healthy  am- 
bulatory patients,  serious  side  effects  are  very  un- 
usual. Some  individuals  experience  vague  distur- 
bances of  gastrointestinal  or  central  nervous  system 
function,  but  these  usually  do  not  necessitate  dis- 
continuation of  the  drug.  Propranolol  should  not  be 
administered  to  patients  with  organic  heart  disease 
whose  cardiac  compensation  depends  upon  beta- 
adrenergic  stimulation  of  the  heart;  in  such  individ- 
uals small  doses  can  rapidly  produce  catastrophic 
cardiovascular  collapse.  Propranolol  is  contrain- 
dicated in  patients  with  asthma  or  other  diseases 
associated  with  bronchospasm,  and  should  be  used 
with  great  caution  in  individuals  with  insulin-depen- 
dent diabetes  mellitus. 

Treatment  of  Less  Common  Forms  of 
Essential  Hypertension 

Some  forms  of  essential  hypertension  fall  into 


distinct  subcategories.  Patient  management  is  pos- 
sible without  knowledge  of  these  categories.  Some 
physicians,  however,  find  that  characterization  of 
individual  cases  enhances  their  understanding  of  the 
disease  process  and  suggests  the  most  rational  ap- 
proach to  therapy.  Characterization  of  essential  hy- 
pertension involves  the  routine  analysis  of  plasma 
renin  activity  with  the  patient  taking  no  medica- 
tions. Plasma  renin  activity  determinations  are  not 
available  to  most  physicians.  Furthermore,  certain 
subcategories  of  essential  hypertension  are  most  ra- 
tionally treated  with  propranolol  as  a first-line  drug. 
As  mentioned  previously,  this  use  of  propranolol  is 
not  approved  by  the  Food  and  Drug  Administra- 
tion. 

// igh-Ontpnt  Hypertension 

I n some  individuals  hypertension  is  characterized 
by  normal  peripheral  vascular  resistance  and  high 
cardiac  output."5 116  The  syndrome  is  probably  re- 
lated or  identical  to  the  condition  described  as 
the  “hyperdynamic  beta-adrenergic  circulatory 
state."1 17  Afflicted  individuals  tend  to  be  young  and 
to  have  episodic  ("labile")  hypertension,  particu- 
larly systolic.  It  is  sometimes  associated  with  high 
levels  of  plasma  renin  activity.  High-output  labile 
hypertension  may  be  a precursor  of  "sustained” 
essential  hypertension  with  normal  cardiac  out- 
put.12 

Propranolol  is  the  most  logical  treatment  for  this 
form  of  hypertension. 1,118 119  although  the  need  for 
treatment  is  not  clearly  established.  If  fluid  reten- 
tion or  compensatory  increases  in  peripheral  vas- 
cular resistance  occur,  a diuretic  can  be  added. 

H igh-Renin  Hypertension 

Essential  hypertension  can  be  associated  with 
abnormally  high  plasma  renin  activity.13  Appro- 
priately, the  presence  of  renovascular  disease  often 
is  suspected  and  evaluated  in  such  patients,  but 
usually  is  not  found. 

Propranolol  is  the  initial  drug  of  choice  in  these 
patients. 13  For  many,  it  is  the  only  therapy  required. 
However,  if  propranolol  alone  does  not  provide 
adequate  control,  a diuretic  and  a vasodilator  should 
be  added  in  that  order. 

Low-Renin  Hypertension  l20'123 

The  association  of  hypertension  with  abnormally 
low  levels  of  plasma  renin  activity  — even  after 
stimulation  with  a diuretic  such  as  furosemide  — 
suggests  the  presence  of  a mineralocorticoid- 
secrating  tumor.  Work-up  of  these  patients  seldom 
reveals  such  a tumor;  aldosterone  secretion  and 
excretion  rates  are  usually  normal.  Spironolactone 
( 100  to  400  mg  per  day)  is  very  effective  in  patients 
with  low-renin  hypertension,124'128  but  long-term 
spironolactone  therapy,  particularly  at  high  doses. 
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commonly  results  in  unacceptable  endocrine  side 
effects.51125129  Thiazide  diuretics  appear  to  be  equal- 
ly useful,130131  consistent  with  the  observation  that 
low-renin  hypertensive  patients  have  increased 
plasma  volume  and  total  body  sodium  content. 

Other  Forms  of  Antihypertensive  Therapy 

Salt  Restriction 

Hypertensive  patients  are  traditionally  told  to 
reduce  their  salt  intake.  In  fact,  a reduction  in  blood 
pressure  occurs  only  when  sodium  intake  is  cur- 
tailed to  drastically  low  levels  of  500  mg  per  day  or 
less.  Few  patients  will  tolerate  this.  The  availability 
of  diuretics  greatly  reduces  the  need  for  dietary  so- 
dium restriction.  A normal  daily  sodium  intake  of 

4 to  6 gm  probably  has  no  influence  on  blood  pres- 
sure control  in  an  adequately-treated  patient. 
However,  it  is  reasonable  to  encourage  patients  to 
avoid  excessive  salt  intake. 

5 edative  -Hypnotics 

Regrettably  many  physicians  administer  sedative 
or  antianxiety  agents  as  the  first  approach  to  essen- 
tial hypertension.  Such  drugs  have  no  specific  anti- 
hypertensive effect,  and  usually  result  in  a sleepy 
but  still  hypertensive  patient.  Antianxiety  agents 
may  be  used  adjunctively  with  appropriate  antihy- 
pertensive agents  if  anxiety  is  judged  to  play  a sig- 
nificant role  in  the  patient’s  disease.  A non-enzyme- 
inducing  drug  such  as  a benzodiazepine  derivative 
should  be  prescribed  if  antianxiety  drug  therapy  is 
considered  appropriate.132  Barbiturates  such  as 
phenobarbital  stimulate  microsomal  enzymes  and 
can  potentially  accelerate  the  metabolism  of  certain 
antihypertensive  agents  and  reduce  their  clinical 
effect.133134 

Monoamine  Oxidase  Inhibitors 

Monoamine  oxidase  inhibitor  drugs  such  as  par- 
gyline  have  been  used  as  antihypertensive  agents. 1 1 
Although  effective,  the  potential  hazards  and  toxic 
effects  of  these  drugs  are  unacceptable.  Monoamine 
oxidase  inhibitors  have  no  place  in  modern  anti- 
hypertensive drug  therapy. 

Fixed  Combination  of  Antihypertensive  Drugs 

Numerous  fixed  combinations  of  two  or  more 
antihypertensive  agents  are  available  for  clinical 
use  (Appendix  2).  Multiple  drug  therapy  of  essential 
hypertension  can  be  rational  and  reasonable,  but 
only  when  the  dosage  of  each  agent  is  carefully 
titrated  to  meet  the  needs  of  each  patient.  With  fixed 
drug  combinations,  adjustment  of  dosage  of  one 
component  alone  is  impossible.  The  use  of  such 
combinations  is  seldom  rational  except  when  the 
components  of  a particular  preparation  happen  to 
Continued  on  Page  145 


Pro-Banthine® 

brand  of 

propantheline  bromide 

Indications:  Pro-BanthTne  is  effective  as 
adjunctive  therapy  in  the  treatment  of  peptic 
ulcer.  Dosage  must  be  adjusted  to  the 
individual. 

Contraindications:  Glaucoma,  obstructive 
disease  of  the  gastrointestinal  tract, 
obstructive  uropathy,  intestinal  atony,  toxic 
megacolon,  hiatal  hernia  associated  with 
reflux  esophagitis,  or  unstable  cardiovasculai 
adjustment  in  acute  hemorrhage. 

Warnings:  Patients  with  severe  cardiac 
disease  should  be  given  this  medication 
with  caution.  Fever  and  possibly  heat  stroke 
may  occur  due  to  anhidrosis. 

Overdosage  may  cause  a curare-like  action, 
with  loss  of  voluntary  muscle  control. 

For  such  patients  prompt  and  continuing 
artificial  respiration  should  be  applied  until 
the  drug  effect  has  been  exhausted. 

Diarrhea  in  an  ileostomy  patient  may  indicate 
obstruction,  and  this  possibility  should  be  con- 
sidered before  administering  Pro-BanthTne. 
Precautions:  Since  varying  degrees  of  urinary 
hesitancy  may  be  evidenced  by  elderly  males 
with  prostatic  hypertrophy,  such  patients 
should  be  advised  to  micturate  at  the  time 
of  taking  the  medication. 

Overdosage  should  be  avoided  in  patients 
severely  ill  with  ulcerative  colitis. 

Adverse  Reactions:  Varying  degrees  of 
drying  of  salivary  secretions  may  occur  as 
well  as  mydriasis  and  blurred  vision.  In 
addition  the  following  adverse  reactions  have 
been  reported:  nervousness,  drowsiness, 
dizziness,  insomnia,  headache,  loss  of  the 
sense  of  taste,  nausea,  vomiting,  constipation, 
impotence  and  allergic  dermatitis. 

Dosage  and  Administration:  The 
recommended  daily  dosage  for  adult  oral 
therapy  is  one  15-mg.  tablet  with  meals  and 
two  at  bedtime.  Subsequent  adjustment  to 
the  patient’s  requirements  and  tolerance 
must  be  made. 

How  Supplied:  Pro-BanthTne  is  supplied  as 
tablets  of  15  and  7.5  mg.,  as  prolonged- 
acting  tablets  of  30  mg.  and,  for  parenteral 
use,  as  serum-type  vials  of  30  mg. 
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"Antiacid”  action 
for  ulcer  patients... 


one  of  the  many  things  you 
need  in  an  anticholinergic. 


Pro-BanthTne  is  considered  adjunctive 
in  total  peptic  ulcer  therapy  that  may 
include  diet,  conventional  antacids, 
bed  rest,  and  other  supportive  measures. 
Pro-BanthTne  is  provided  in  several 
different  dosage  forms  which  will  meet 
virtually  any  clinical  need.  It  is  just  as 
versatile  in  filling  patient  needs,  among 
which  are : 

"Antiacid"  action  — Pro-BanthTne® 
(propantheline  bromide)  reduces  gastric 
secretory  volume  and  resting  total  and 
free  acid. 

"Analgesic"  action  — Pro-BanthTne  helps 
to  control  the  acid-spasm-pain  complex. 

Vigorous  anticholinergic  action  — 

Pro-BanthTne®  Vials,  30  mg.,  are  for 
intramuscular  or  intravenous  use  when 
prompt  and  vigorous  anticholinergic 
action  is  required. 

Mild  anticholinergic  action  — 
Pro-BanthTne®  Half  Strength,  7.5  mg. 
tablets,  for  more  exact  adjustment  of 
maintenance  dosage  in  mild  to 
moderate  gastrointestinal  disorders. 


Pro-Banthine 

( propantheline  bromide ) 


a good 
option 
peptic 


in 

u 


cer 


most  cases  of 


sustained  moderate  hypertension, 

ALDOMETmethyldopaimsd) 

usually  offers  more 
than  effective  lowering 
of  blood  pressure... 


With  ALDOMET 


(Methyldopa,  MSD), 
existing  renal  function 
is  usually  unchanged 

ALDOMET  has  no  direct  effect  on  renal 
function.  When  used  in  effective  doses, 
ALDOMET  usually  does  not  reduce  glo- 
merular filtration  rate,  renal  blood  flow, 
or  filtration  fraction. 


With  ALDOMET 
(Methyldopa,  MSD), 
cardiac  output  is 
generally  unchanged 

ALDOMET  has  no  direct  effect  on  cardiac 
function.  When  ALDOMET  is  used  in  effec- 
tive doses  cardiac  output  is  usually 
maintained  with  no  cardiac  acceleration; 
in  some  patients  the  heart  rate  is  slowed. 


With  ALDOMET 
(Methyldopa,  MSD), 
symptomatic  postural 
hypotension  is  infrequent 


ALDOMET  reduces  both  supine  and  standing  blood  pressure. 
Less  frequent  symptomatic  postural  hypotension  is  experienced 
with  ALDOMET  than  with  many  other  antihypertensive  agents. 
Exercise  hypotension  and  diurnal  blood  pressure  variations 
rarely  occur. 


simplify  therapy 
for  many  patients 


now  available 


ALDOMET500mg 

(METHYLDOPA  I MSD) 


• often  more  practical  to  prescribe 

• easier  for  patients  to  remember 

Now  offered  in  addition  to  the  standard 
250-mg  tablet,  the  new  ALDOMET  500  mg 
tablet  is  a patient  convenience.  An  especially 
important  one,  since  in  hypertension  con- 
venience of  the  dosage  schedule  is  one  factor 
that  can  make  the  difference  in  compliance 
of  the  patient.  The  minimum  daily  dose  of 
ALDOMET  is  250  mg  b.i.d.  The  usual  starting 
dose  is  250  mg  t.i.d.  Dosage  is  adjusted  as 
necessary  by  adding  or  deleting  250  mg  or 
500  mg  at  intervals  of  not  less  than  two 
days.  The  maximum  dose  is  3.0  g per  day. 
Examples  of  b.i.d.  or  t.i.d.  dosage  convenience 
provided  by  ALDOMET  500  mg  within  the 
usual  daily  dosage  range  of  500  mg  to  2.0  g: 


for  sustained 
moderate  hypertension 

alOOD  p 

# \ 


(METHYLDOPAIMSD) 

a unique  antihypertensive  agent 

Contraindications  include  active  hepatic  disease  and  known 
sensitivity  to  the  drug.  Use  with  caution  in  patients  with  a history 
of  liver  disease  or  dysfunction.  Not  recommended  in  phe- 
ochromocytoma  or  pregnancy. 

It  is  important  to  recognize  that  a positive  Coombs  test, 
hemolytic  anemia,  and  liver  disorders  may  occur  with  methyl- 
dopa therapy.  The  rare  occurrences  of  hemolytic  anemia 
or  liver  disorders  could  lead  to  potentiallyfatal  complications 
unless  properly  recognized  and  managed.  For  more  details  see 
the  brief  summary  of  prescribing  information. 

For  a brief  summary  of  prescribing  information,  please  see  following  page. 


MSD 


TABLETS,  250  mg  and  500  mg 

ALDOMET 


l.o-g 

daily 

dose 


1.5-g 

daily 

dose 


2.0-g 

daily 

dose 


NOTE:  Tablets  shown  are  not  actual  size. 


in  sustained  moderate  hypertension 

ALDOM  ET (METHYLDOPA IMSD) 

usually  lowers  blood 
pressure  effectively 


Contraindications:  Active  hepatic  disease,  such  as 
acute  hepatitis  and  active  cirrhosis.  Known  sensi- 
tivity. Not  recommended  in  pheochromocytoma. 
Unsuitable  in  mild  or  labile  hypertension  respon- 
sive to  mild  sedation  or  thiazide  therapy.  Use  cau- 
tiously in  patients  with  history  of  previous  liver 
disease  or  dysfunction. 

Warnings:  It  is  important  to  recognize  that  a posi- 
tive Coombs  test,  hemolytic  anemia,  and  liver  dis- 
orders may  occur  with  methyldopa  therapy.  The 
rare  occurrences  of  hemolytic  anemia  or  liver  dis- 
orders could  lead  to  potentially  fatal  complications 
unless  properly  recognized  and  managed.  Read  this 
section  carefully  to  understand  these  reactions. 

With  prolonged  methyldopa  therapy,  10%  to  20% 
of  patients  develop  a positive  direct  Coombs  test, 
usually  between  six  and  twelve  months  of  therapy. 
Lowest  incidence  is  at  daily  dosage  of  1 g or  less. 
This  on  rare  occasions  may  be  associated  with 
hemolytic  anemia,  which  could  lead  to  potentially 
fatal  complications.  One  cannot  predict  which 
patients  with  a positive  direct  Coombs  test  may  de- 
velop hemolytic  anemia.  Prior  existence  or  devel- 
opment of  a positive  direct  Coombs  test  is  not  in 
itself  a contraindication  to  use  of  methyldopa.  If  a 
positive  Coombs  test  develops  during  methyldopa 
therapy,  determine  whether  hemolytic  anemia  ex- 
ists and  whether  the  positive  Coombs  test  may  be 
a problem.  For  example,  in  addition  to  a positive 
direct  Coombs  test  there  is  less  often  a positive 
indirect  Coombs  test  which  may  interfere  with 
cross  matching  of  blood. 

At  the  start  of  methyldopa  therapy,  it  is  desirable 
to  do  a blood  count  (hematocrit,  hemoglobin,  or 
red  cell  count)  for  a baseline  or  to  establish 
whether  there  is  anemia.  Periodic  blood  counts 
should  be  done  during  therapy  to  detect  hemolytic 
anemia.  It  may  be  useful  to  do  a direct  Coombs 
test  before  therapy  and  at  six  and  twelve  months 
after  the  start  of  therapy.  If  Coombs-positive  hemo- 
lytic anemia  occurs,  the  cause  may  be  methyldopa 
and  the  drug  should  be  discontinued.  Usually  the 
anemia  remits  promptly.  If  not,  corticosteroids 
may  be  given  and  other  causes  of  anemia  should 
be  considered.  If  the  hemolytic  anemia  is  related 
to  methyldopa,  the  drug  should  not  be  reinstituted. 
When  methyldopa  causes  Coombs  positivity  alone 
or  with  hemolytic  anemia,  the  red  cell  is  usually 
coated  with  gamma  globulin  of  the  IgG  (gamma  G) 
class  only.  The  positive  Coombs  test  may  not  re- 
vert to  normal  until  weeks  to  months  after  meth- 
yldopa is  stopped. 

Should  the  need  for  transfusion  arise  in  a patient 
receiving  methyldopa,  both  a direct  and  an  indirect 


Coombs  test  should  be  performed  on  his  blood.  In 
the  absence  of  hemolytic  anemia,  usually  only  the 
direct  Coombs  test  will  be  positive.  A positive  di- 
rect Coombs  test  alone  will  not  interfere  with 
typing  or  cross  matching.  If  the  indirect  Coombs 
test  is  also  positive,  problems  may  arise  in  the 
major  cross  match  and  the  assistance  of  a hema- 
tologist or  transfusion  expert  will  be  needed. 

Fever  has  occurred  within  first  three  weeks  of 
therapy,  sometimes  with  eosinophilia  or  abnor- 
malities in  liver  function  tests,  such  as  serum  al- 
kaline phosphatase,  serum  transaminases  (SGOT, 
SGPT),  bilirubin,  cephalin  cholesterol  flocculation, 
prothrombin  time,  and  bromsulphalein  retention. 
Jaundice,  with  or  without  fever,  may  occur,  with 
onset  usually  in  the  first  two  to  three  months  of 
therapy.  In  some  patients  the  findings  are  con- 
sistent with  those  of  cholestasis.  Rarely  fatal 
hepatic  necrosis  has  been  reported.  These  hepatic 
changes  may  represent  hypersensitivity  reactions; 
periodic  determination  of  hepatic  function  should 
be  done  particularly  during  the  first  six  to  twelve 
weeks  of  therapy  or  whenever  an  unexplained  fever 
occurs.  If  fever,  abnormalities  in  liver  function 
tests,  or  jaundice  appear,  stop  therapy  with  methyl- 
dopa. If  caused  by  methyldopa,  the  temperature 
and  abnormalities  in  liver  function  characteris- 
tically have  reverted  to  normal  when  the  drug  was 
discontinued.  Methyldopa  should  not  be  reinstituted 
in  such  patients. 

Rarely,  reversible  reduction  in  leukocyte  count 
with  primary  effect  on  granulocytes  has  been  seen. 
Reversible  thrombocytopenia  has  occurred  rarely. 
When  used  with  other  antihypertensive  drugs,  po- 
tentiation of  antihypertensive  effect  may  occur. 

Use  in  Pregnancy  and  Childbearing  Xl^e-Not  rec- 
ommended in  pregnancy.  In  women  of  childbearing 
age,  weigh  potential  benefits  against  possible 
fetal  hazards. 

Precautions:  Methyldopa  may  interfere  with  mea- 
surement of:  uric  acid  by  the  phosphotungstate 
method,  creatinine  by  the  alkaline  picrate  method, 
and  SGOT  by  colorimetric  methods.  Since  methyl- 
dopa causes  fluorescence  in  urine  samples  at  the 
same  wavelengths  as  catecholamines,  spuriously 
high  levels  of  urinary  catecholamines  may  be  re- 
ported. This  will  interfere  with  the  diagnosis  of 
pheochromocytoma.  Stop  drug  if  involuntary  cho- 
reoathetotic  movements  occur  in  patients  with 
severe  bilateral  cerebrovascular  disease.  Patients 
may  require  reduced  doses  of  anesthetics;  hypo- 
tension occurring  during  anesthesia  usually  can  be 
controlled  with  vasopressors.  Hypertension  has  oc- 
curred after  dialysis  in  patients  on  methyldopa 
because  the  drug  is  removed  by  this  procedure. 


Adverse  Reactions:  Sedation,  usually  transient,  may 
be  seen  during  initial  therapy  or  when  dosage  is 
increased.  Headache,  asthenia,  or  weakness  may 
be  noted  as  early,  transient  symptoms.  Symptoms 
associated  with  effective  lowering  of  blood  pres- 
sure are  occasionally  seen  and  include  dizziness, 
lightheadedness,  and  symptoms  of  cerebrovascular 
insufficiency.  Angina  pectoris  may  be  aggravated. 
Symptoms  of  orthostatic  hypotension  may  occur; 
if  symptoms  occur,  reduction  of  dosage  is  sug- 
gested. Bradycardia,  nasal  stuffiness,  mild  dryness 
of  mouth,  and  gastrointestinal  symptoms  including 
distention,  constipation,  flatus,  and  diarrhea  occur 
occasionally;  these  generally  can  be  relieved  by 
reducing  dosage.  Nausea  and  vomiting  have  been 
reported  in  only  a few  patients.  Sore  tongue  or 
“black  tongue,”  pancreatitis,  and  inflammation  of 
salivary  glands  may  occur. 

Weight  gain  and  edema  occur  infrequently  and  are 
relieved  by  administering  a thiazide  diuretic;  if 
edema  progresses  or  signs  of  pulmonary  conges- 
tion appear,  discontinue  drug.  A rise  in  BUN  has 
been  observed.  Other  rare  reactions  include  breast 
enlargement,  lactation,  impotence,  decreased 
libido,  skin  rash,  mild  arthralgia,  myalgia,  pares- 
thesias, Bell’s  palsy,  parkinsonism,  psychic  dis- 
turbances including  nightmares,  reversible  mild 
psychoses  or  depression.  Urine  exposed  to  air 
after  voiding  may  darken  because  of  breakdown  of 
methyldopa  or  its  metabolites. 

Note:  Dosage  should  be  limited  initially  to  500  mg 
daily  when  following  previous  antihypertensive 
agents  other  than  thiazides.  Maximal  recommended 
daily  dose  is  3.0  g.  Patients  with  impaired  renal 
function  may  respond  to  smaller  doses  than  pa- 
tients with  normal  kidney  function.  Syncope  in 
older  patients  has  been  related  to  increased  sensi- 
tivity in  those  with  advanced  arteriosclerotic  vas- 
cular disease;  this  may  be  avoided  by  lower  doses. 
Tolerance  occasionally  seen  either  early  or  late, 
but  more  likely  between  second  and  third  month 
after  initiation  of  therapy;  increased  dosage  or 
combined  therapy  with  a thiazide  frequently  re- 
stores effective  control. 

How  Supplied:  Tablets,  containing  250  mg  methyl- 
dopa each,  in  single-unit  packages  of  100  and  bot- 
tles of  100  and  1000;  Tablets,  containing  500  mg 
methyldopa  each,  in  single-unit  packages  of  100 
and  bottles  of  100. 


For  more  detailed  information,  consult  your  MSD 
representative  or  see  full  prescribing  information. 
Merck  Sharp  & Dohme,  Division  of  Merck  & Co..  INC.. 
West  Point,  Pa.  19486 
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Appendix  2 


Fixed  Combin vtions oh  Antihvpertensix i Ai.nis 


Diuretic s urn!  Ramvolfia  Alkaloids 


Diupres 

Serpasil-Esidrix 

Hydropres 

Exna-R 

Naquival 

Metatensin 

Hydromox-R 

Orel  icy  I 

Singoserp-Esidrix 


Renese-R 

Regroton 

Rauzide 

Hydroserp 

Reserpazide 

Saluiensin 

Diutensen-R 


Din  relies  and  Potassium  Chloride 
Naturelin  with  k 
Anhydron  k 


Diuretics,  Ramvolfia,  Alkaloids,  and  Potassium  Chloride 
Rautrax 
Rautrax-N 
Anhydron- kR 

Diuretics  and  Sympatlioplegic  Drugs 
Aldoclor  (chlorothiazide  and  methyldopa) 

Aldoril  (hydrochlorothiazide  and  methyldopa) 

Esimil  (hydrochlorothiazide  and  guanethidine) 

Combipres  (chlorthalidone  and  clonidine) 

C omhinations  containing  Hydralazine 

Serpasil-Apresoline  (reserpine  and  hydralazine) 

Dralserp  (reserpine  and  hydralazine) 

Apresoline-Esidrix  (hydrochlorothiazide  and  hydralazine) 
Ser-Ap-Es  (hydrochlorothiazide,  reserpine.  and  hydralazine) 
C omhinations  containing  Barbiturates 

Butizide  (hydrochlorothiazide  and  butabarbital) 
Butiserpazide  (hydrochlorothiazide,  butabarbital.  and 
reserpine) 

Butiserpine  (reserpine  and  butabarbital) 

Sulfo-Serpine  (reserpine.  colloidal  sulfur,  and  phenobarbital) 


coincide  with  a patient's  established  needs.  Com- 
binations of  hydrochlorothiazide  and  a potassium- 
sparing  agent  (i.e..  Dyazide"  or  Aldactazide" ) may 
occasionally  be  reasonable  choices  for  initial  di- 
uretic therapy. 


Comment 

Essential  hy  pertension  is  a serious  disease,  but  its 
detection  is  easy  and  its  treatment  straightforward 
and  effective.  Unfortunately,  antihypertensive 
therapy  is  not  particularly  gratifying  to  those  in- 
volved. Patients  resent  the  need  for  long-term  treat- 
ment of  an  asymptomatic  disease.  Physicians  may 
consider  the  disease  uninteresting  and  often  receive 
from  their  patients  not  gratitude,  but  complaints  that 
the  drugs  are  expensive  and  produce  side  effects. 
The  problem  of  maintaining  patients  on  faithful 
long-term  therapy  requires  education  of  these  pa- 
tients and  a visible  commitment  by  the  physician  to 
long-term  control  of  blood  pressure.  With  a mod- 
erate effort,  however,  we  can  prevent  the  serious 
consequences  of  hypertension,  a disease  which  is 
now  described  as  a leading  killer  in  our  country. 
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—News  From  Blue  Cross  and  Blue  Shield— 


1974  IN  REVIEW 

Maine  Blue  Cross  and  Blue  Shield  met  with  many  challenges  in  1974,  not  the 
least  of  which  was  the  economic  crunch  everyone  found  themselves  in.  Despite  the 
economy,  enrollment  in  the  Plan  increased,  and  a number  of  changes  were  made  in 
benefits  to  meet  the  needs  of  subscribers  and  providers. 

Claims  Increase 

Nearly  65,000  more  Maine  Blue  Cross  and  Blue  Shield  claims  were  processed  in 
1974  than  in  1973,  and  in  its  role  as  intermediary,  over  36,000  more  CHAMPUS  and 
Medicare  Part  A claims  were  processed  intermediately  than  in  1973. 

In  all,  a total  of  22,532  hospital  claims  and  449,347  were  paid  for  group,  non- 
group, Companion  Plan,  and  Federal  Employee  subscribers,  or  669,879  claims  for 
both  lines  of  business  together.  As  intermediary  for  CHAMPUS  and  Medicare  Part 
A,  as  well  as  administrator  for  the  Blue  Alliance  Mutual  Insurance  Company.  Maine 
Blue  Cross  and  Blue  Shield  claims  people  processed  an  additional  238,950  claims. 

Membership  in  all  Maine  Blue  Cross  and  Blue  Shield  programs  continued  to 
increase  in  1974,  despite  the  recession.  Group  employee  membership  increased  by 
12,065  members  to  a total  of  300,630,  while  non-group  membership  increased  1 .042  to 
143,442.  Enrollment  in  the  Federal  Employee  Program  in  Maine  increased  by  2.444 
members  to  a total  of  3 1 ,086.  Total  Maine  Blue  Cross  and  Blue  Shield  membership  by 
the  end  of  1974  had  reached  a record  of  475,158  Maine  people. 

Nineteen  hundred  and  seventy-four  was  the  second  full  year  of  operation  for 
Coordinated  Home  Health  Care  program,  and  results  show  that  out  of  the  170 
patients  admitted  to  the  program,  1 ,733  patient  days  in  the  hospital  were  saved  with  a 
total  estimated  net  dollar  savings  of  $74,68 1 . With  their  doctors'  permission,  eligible 
patients  living  in  the  five  Maine  counties  where  the  program  is  offered  are  allowed  to 
go  home  to  recuperate.  Once  home,  the  patients  continue  to  receive  skilled  care  in  a 
relaxed  familiar  atmosphere. 

The  Coordination  of  Benefits  (COB)  program,  initiated  three  years  ago  to  help 
modify  group  coverage  costs,  has  also  proven  to  be  quite  successful.  Savings  of 
$668,974.36  were  accrued  under  this  provision  in  1974,  and  $1,292,667.04  has  been 
saved  since  COB  was  first  introduced  in  1972. 

Coordination  of  Benefits  means  that  Maine  Blue  C ross  and  Blue  Shield  agrees  to 
share  with  commercial  insurance  companies  all  covered  healthcare  expenses  when  a 
subscriber  is  enrolled  under  more  than  one  group  healthcare  program. 

In  this  way,  Maine  Blue  Cross  and  Blue  Shield  and  the  insurance  companies 
eliminate  the  expensive  duplication  of  payments  that  would  exceed  the  actual  cost  ot 
services  the  subscriber  receives. 

In  general,  the  impetus  of  1974  on  strong  cost  efficiency  features  will  be  carried 
through  into  all  new  programs  designed  to  meet  the  changing  needs  ot  our  member- 
ship. 
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THE  JOCRNAl  OF  THE  MAINE  MEDICAI  ASSOCIA  TION 
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^ Iradnnark 

makes  sense 
in  edema: 


® Each  capsule  contains  50  mg.  of 

Dyrenium®  (brand  of  triamterene)  and 
25  mg.  of  hydrochlorothiazide. 


Neither  inconvenient, 
unpalatable,  expensive 
potassium  supplements  nor 
special  K+  rich  diets  are 
needed  as  a rule.  Just 
"Dyazide*  once  or  twice 
daily  for  control  of  edema. 

Before  prescribing,  see  complete  prescribing  infor- 
mation in  SK&F  literature  or  PDB.  The  following 
is  a brief  summary. 

* Indications:  Edema  associated  with  congestive  heart 
failure,  cirrhosis  of  the  liver,  the  nephrotic  syndrome; 
steroid-induced  and  idiopathic  edema;  edema  re- 
sistant toother  diuretic  therapy.  Also,  mild  to  moder- 
ate hypertension. 

Contraindications:  Pre-existing  elevated  serum  po- 
tassium. Hypersensitivity  to  either  component.  Con- 
tinued use  in  progressive  renal  or  hepatic  dysfunction 
or  developing  hyperkalemia. 

Warnings:  Do  not  use  dietary  potassium  supplements 
or  potassium  salts  unless  hypokalemia  develops  or 
dietary  potassium  intake  is  markedly  impaired. 
Enteric-coated  potassium  salts  may  cause  small 
bowel  stenosis  with  or  without  ulceration.  Hyper- 
kalemia ( >5.4  mEq/L)  has  been  reported  in  4%  of 
patients  under  60  years,  in  12%  of  patients  over 
60  years,  and  in  less  than  8%  of  patients  overall. 
Rarely,  cases  have  been  associated  with  cardiac  ir- 
regularities. Accordingly,  check  serum  potassium 
during  therapy,  particularly  in  patients  with  sus- 
pected or  confirmed  renal  insufficiency  (e.g.,  elderly 
or  diabetics).  If  hyperkalemia  develops,  substitute  a 


thiazide  alone.  If  spironolactone  is  used  concomi- 
tantly with  Dyazide'.  check  serum  potassium 
frequently  — both  can  cause  potassium  retention  and 
sometimes  hyperkalemia.  Two  deaths  have  been 
reported  in  patients  on  such  combined  therapy  (in 
one,  recommended  dosage  was  exceeded;  in  the 
other,  serum  electrolytes  were  not  properly  moni- 
tored). Observe  patients  on  Dyazide'  regularly  for 
possible  blood  dyscrasias,  liver  damage  or  other 
idiosyncratic  reactions.  Blood  dyscrasias  have  been 
reported  in  patients  receiving  Dyrenium  (triam- 
terene, SK&F).  Rarely,  leukopenia,  thrombocyto- 
penia, agranulocytosis,  and  aplastic  anemia  have 
been  reported  with  the  thiazides.  Watch  for  signs  of 
impending  coma  in  acutely  ill  cirrhotics.  Thiazides 
are  reported  to  cross  the  placental  barrier  and  appear 
in  breast  milk.  This  may  result  in  fetal  or  neonatal 
hyperbilirubinemia,  thrombocytopenia,  altered 
carbohydrate  metabolism  and  possibly  other  adverse 
reactions  that  have  occurred  in  the  adult.  When  used 
during _ pregnancy  or  in  women  who  might  bear 
children,  weigh  potential  benefits  against  possible 
hazards  to  fetus. 

Precautions:  Do  periodic  serum  electrolyte  and  BUN 
determinations.  Do  periodic  hematologic  studies  in 


cirrhotics  with  splenomegaly.  Antihypertensive  ef- 
fects may  be  enhanced  in  postsympathectomy  pa- 
tients. The  following  may  occur:  hyperuricemia  and 
gout,  reversible  nitrogen  retention,  decreasing  alkali 
reserve  with  possible  metabolic  acidosis,  hyper- 
glycemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  patients. 
Concomitant  use  with  antihypertensive  agents  may 
result  in  an  additive  hypotensive  effect. 

Adverse  Reactions:  Muscle  cramps,  weakness,  dizzi- 
ness, headache,  dry  mouth;  anaphylaxis;  rash, 
urticaria,  photosensitivity,  purpura,  other  derma- 
tological conditions;  nausea  and  vomiting  (may 
indicate  electrolyte  imbalance),  diarrhea,  constipa- 
tion, other  gastrointestinal  disturbances.  Rarely, 
necrotizing  vasculitis,  paresthesias,  icterus,  pancrea- 
titis, and  xanthopsia  have  occurred  with  thiazides 
alone. 

Supplied:  Bottles  of  100  capsules;  in  Single  Unit 
Packages  of  100  ( intended  for  institutional  use  only). 

SK&F  Co.,  Carolina,  P.R.  00630 

Subsidiary  of  SmithKlme  Corporation 


'Dyazide’  gets  excess  water  and  salt  out 
and  helps  keep  essential  potassium  in. 


Adequate  Frequent 

fluid  voiding 

intake 


Gantanol , 

(sulfamethoxazole) 

D.I.D. 

Four  tablets  (0.5  Gm  each)  STAT- 
then  2 tablets  D.I.D.  for  10-14  days 


Basic  therapy  with 
convenience  for 
acute  nonobstructed 
cystitis 


Before  prescribing,  please  consult  complete 
product  information,  a summary  of  which  follows: 

Indications:  Acute,  recurrent  or  chronic  non- 
obstructed urinary  tract  infections  (primarily  pyelo- 
nephritis, pyelitis,  and  cystitis),  due  to  susceptible 
organisms.  Note:  Carefully  coordinate  in  vitro  sulfon- 
amide sensitivity  tests  with  bacteriologic  and  clinical 
response;  add  aminobenzoic  acid  to  follow-up  cul- 
ture media.  The  increasing  frequency  of  resistant 
organisms  limits  the  usefulness  of  antibacterials, 
including  sulfonamides,  especially  in  chronic  or  re- 
current urinary  tract  infections.  Measure  sulfon- 
amide blood  levels  as  variations  may  occur;  20  mg/ 
100  ml  should  be  maximum  total  level. 

Contraindications:  Sulfonamide  hypersensi- 
tivity; pregnancy  at  term  and  during  nursing  period; 
infants  less  than  two  months  of  age. 

Warnings:  Safety  during  pregnancy  has  not  been 
established.  Sulfonamides  should  not  be  used  for 
group  A beta-hemolytic  streptococcal  infections  and 
will  not  eradicate  or  prevent  sequelae  (rheumatic 
fever,  glomerulonephritis)  of  such  infections.  Deaths 
from  hypersensitivity  reactions,  agranulocytosis, 
aplastic  anemia  and  other  blood  dyscrasias  have  been 
reported  and  early  clinical  signs  (sore  throat,  fever, 
pallor,  purpura  or  jaundice)  may  indicate  serious 
blood  disorders.  Frequent  CBC  and  urinalysis  with 
microscopic  examination  are  recommended  during 
sulfonamide  therapy.  Insufficient  data  on  children 
under  six  with  chronic  renal  disease. 

Precautions:  Use  cautiously  in  patients-with 
impaired  renal  or  hepatic  function,  severe  allergy, 
bronchial  asthma;  in  glucose-6-phosphate  dehydro- 
genase-deficient individuals  in  whom  dose-related 
hemolysis  may  occur.  Maintain  adequate  fluid  intake 
to  prevent  crystal luria  and  stone  formation. 

Adverse  Reactions:  Blood  dyscrasias  (agran- 
ulocytosis, aplastic  anemia,  thrombocytopenia, 
leukopenia,  hemolytic  anemia,  purpura,  hypopro- 
thrombinemia  and  methemoglobinemia);  allergic 
reactions  (erythema  multiforme,  skin  eruptions,  epi- 
dermal necrolysis,  urticaria,  serum  sickness,  pruritus, 
exfoliative  dermatitis,  anaphylactoid  reactions,  peri- 
orbital edema,  conjunctival  and  scleral  injection, 
photosensitization,  arthralgia  and  allergic  myocardi- 
tis); gastrointestinal  reactions  (nausea,  emesis, 
abdominal  pains,  hepatitis,  diarrhea,  anorexia,  pan- 
creatitis and  stomatitis);  CNS  reactions  (headache, 
peripheral  neuritis,  mental  depression,  convulsions, 
ataxia,  hallucinations,  tinnitus,  vertigoand  insomnia); 
miscellaneous  reactions  (drug  fever,  chills,  toxic 
nephrosis  with  oliguria  and  anuria,  periarteritis  no- 
dosa and  L.E.  phenomenon).  Due  to  certain  chemical 
similarities  with  some  goitrogens,  diuretics  (aceta- 
zolamide,  thiazides)  and  oral  hypoglycemic  agents, 
sulfonamides  have  caused  rare  instances  of  goiter 
production,  diuresis  and  hypoglycemia  as  well  as 
thyroid  malignancies  in  rats  following  long-term 
administration.  Cross-sensitivity  with  these  agents 
may  exist. 

Dosage:  Systemic  sulfonamides  are  contrain- 
dicated in  infants  under  2 months  of  age  (except 
adjunctively  with  pyrimethamine  in  congenital  toxo- 
plasmosis). 

Usual  adult  dosage:  2 Gm  (4  tabs  or  teasp.) 
initially,  then  1 Gm  b.i.d.  or  t.i.d.  depending  on  sever- 
ity of  infection. 

Usual  child’s  dosage:  0.5  Gm  (1  tab  or  teasp.)/ 
20  lbs  of  body  weight  initially,  then  0.25  Gm/20  lbs 
b.i.d.  Maximum  dose  should  not  exceed  75  mg/ kg/ 
24  hrs. 

Supplied:  Tablets,  0.5  Gm  sulfamethoxazole; 
Suspension,  0.5  Gm  sulfamethoxazole/ teaspoonful. 

/ \ Roche  Laboratories 

< ROCHE  > Division  of  Hoffmann-La  Roche  Inc. 

\ / Nutley,  New  Jersey  07110 


• Effective  against  susceptible  E.  coli. 
Klebsiella-Aerobacter,  Staph.  aureus, 
Proteus  mirabilis  and,  less  frequently, 
Proteus  vulgaris 


Jtr 


lfA_ 
half-ounce 


o 


prevention 


Use  it  to  prevent  a topical  infection.  Or  to  treat  one  that’s  already  started. 

In  either  case,  it’s  good  medicine.  Whether  for  lacerations, 
burns,  open  wounds,  IV  catheter  or  surgical  aftercare. 

Neosporin"  Ointment  provides  broad  antibacterial  coverage  against  common 
susceptible  pathogens.  And  since  it  containsthree  antibiotics  that  are 
rarely  used  systemically,  the  risk  of  sensitization  is  reduced. 
Neosporin  Ointment.  A half-ounce  of  prevention.  Also  available  in  a 
full  ounce  of  prevention  and  in  convenient  foil  packets. 

Neosporin  Ointment  carried  on  Apollo  and  Skylab  missions. 


Neosporin  Ointment 

(polymyxin  B-bacitracin-neomycin) 

Each  gram  contains:  Aerosporin  ® brand  Polymyxin  B Sulfate  5,000  units;  zinc  bacitracin  400  units; 
neomycin  sulfate  5 mg  (equivalent  to  3.5  mg  neomycin  base);  special  white  petrolatum  qs. 
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Editorial 

A Tool  For  All  Committees 


Raw  data  is  an  unworthy  substrate  for  final 
decision-making.  L ike  crude  oil.  it  has  the  neces- 
sary ingredients,  but  when  used  directly  — it  will 
only  clog  the  gears  of  an  operating  process. 

Health  Care  Delivery  in  Maine  I : Patterns  of  Use 
of  Common  Surgical  Procedures  by  J.  E.  Wenn- 
berg.  M.D.  and  Alan Gittelsohn,  Ph.D.,  published 
elsewhere  in  this  issue,  provides  some  raw  and  some 
partially  refined  data  on  common  surgical  proce- 
dures. and  compares  the  frequency  with  which 
these  procedures  are  performed  in  Maine  and  in 
Vermont. 

This  is  an  exciting  and  important  work  because  it 
provides  some  answers  to  what.  when,  where  and 
how  often,  and  because  it  points  the  direction  in 
w hich  we  must  turn  — to  find  the  answer  to,  "why"! 
The  “why"?,  is  judgmental  and  good  judgment  will 
require  thorough  study  and  evaluation  of  the  facts. 

Ihe  weakest  part  of  the  article  is  the  Dollar  Pro- 
jections. Starting  with  an  unrealistic  base  — it 
moves  into  the  never  never  land  of  speculation  and 
ends  up  w ith  unrealistic  amounts  to  be  conserved. 
But  don't  let  that  obscure  the  need  to  understand  the 
hard  factual  data  which  is  presented  — and  the  very 
great  need  to  answer  as  objectively  as  possible  the 
question  raised. 


Why  the  variation  in  surgical  procedure 
rates?  — 

Hemorrhoidectomies  — 

"Maine's  highest  rate  exceeds  Vermont’s  by 
almost  90 9?” 

Hysterectomies  — 

"Are  performed  409?  more  frequently  in  Maine 
than  in  Vermont" 

Varicose  Veins  — 

"Vermont  outstrips  Maine  in  its  highest  area  by 
80%” 

Tonsillectomies  — 

"379?  more  in  Maine  than  in  Vermont" 

All  this  w ill  require  a series  of  detailed  looks  by 
those  who  know  the  situation  best  — the  Physicians 
themselves  — this  means  time  and  effort,  but  the 
rewards  are  great;  — a better  understanding  of  the 
decision-making  process  in  Medicine  (Surgery), 
another  parameter  in  the  evaluation  of  patient  care, 
and  a chance  to  build  a medical  education  program 
that  is  tailored  to  demonstrated  needs. 

The  publication  of  this  data  will  raise  some  hack- 
les. but  it  w ill  also  give  thoughtful  Doctors  cause  to 
look  at  a new  dimension,  and  to  begin  to  talk  about 
how  to  measure  objectively  the  improvement  of 
medical  care. 
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gest  they  occur  because  of  differences  in  opinion 
among  physicians  concerning  the  effectiveness  of 
specific  treatments  or  in  the  way  physicians  define 
health  care  needs.  Differences  in  opinion  may  in 
some  cases  relate  to  differences  in  the  rate  of  dif- 
fusion of  new  know  ledge  about  medical  practices. 
Agreement  may  be  fostered  or  differences  resolved 
by  participation  of  two  or  more  physicians  in  deci- 
sion making  at  the  individual  case  level.  However, 
in  some  cases,  professional  uncertainty  may  be  re- 
solved only  by  empirical  studies  on  outcome.  A role 
in  the  undertaking  of  activities  to  deal  with  geo- 
graphic variations  is  suggested  for  quality  assurance 
programs. 
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County  Society  Notes 


CUMBERLAND 

The  392nd  meeting  of  theCumberlandCounty  Medical  Society 
was  held  on  January  17,  1975  at  the  Union  Mutual  Building.  One 
hundred  and  ninety-nine  members  and  wives  attended.  The  so- 
cial hour  was  a pleasant  interlude,  followed  by  a well-prepared 
buffet  dinner. 

A brief  business  meeting  was  called  to  order  by  the  President, 
Dr.  Stanley  B.  Sylvester  at  8:30  p.m.  Dr.  Noel  C.  Goodman  was 
accepted  into  membership  as  a transfer  from  Androscoggin 
County.  Dr.  Anthony  F.  Salvo  was  transferred  from  junior  to 
active  membership. 

Donald  R.  Larrabee,  the  well-known  newspaper  and  television 
correspondent,  was  then  introduced  by  Dr.  Sylvester.  Mr.  Lar- 
rabee gave  an  interesting  and  informative  presentation  concern- 
ing Congress  at  the  Crossroads.  A lively  discussion  followed  his 
talk. 

The  meeting  was  adjourned  at  10:15  p.m.  by  Dr.  Sylvester. 

Alfred  E.  Swett,  M.D.,  Secretary 


KENNEBEC 

A meeting  of  the  Kennebec  County  Medical  Association  was 
held  at  the  Eloliday  Inn  in  Augusta,  Maine  on  February  20,  1975. 
Following  a cocktail  hour  and  dinner,  the  President,  Dr.  Joseph 
J.  Hiebel  called  the  meeting  to  order. 

Minutes  of  the  January  and  December  meetings  were  dis- 
pensed with. 

The  applications  of  Drs.  Albert  Pepe  and  Elelen  Mitchell  were 


read.  The  Association  accepted  into  membership  Dr.  Joseph  R. 
Metz.  The  transfer  of  membership  ofDr.  Henry  C.  Thacher  from 
the  Androscoggin  County  Medical  Society  was  noted. 

Correspondence:  Dr.  O.  Thomas  Feagin  reported  that  Dr. 
Daniel  Hanley  of  the  Maine  Medical  Association  had  called 
requesting  members  to  make  themselves  available  for  appearing 
in  Legislative  hearings  on  Tuesday,  February  25th,  in  regard  to 
several  bills  and  that  he  had  requested  members  to  write  the 
Legislative  Committee  on  Labor.  A vehement  discussion  about 
the  Legislature  ensued.  Some  of  the  members  said  that  they 
would  like  to  be  better  informed  of  the  proceedings  relative  to 
medicine  in  the  Legislature.  It  was  decided  to  hold  a special 
Council  meeting  before  the  next  regularly  scheduled  meeting  to 
discuss  this  matter  and  such  a meeting  will  be  called.  Dr.  Hiebel 
suggested  that  perhaps  a Committee  to  deal  with  legislative  mat- 
ters on  the  county  level  should  be  appointed  to  work  with  the 
State  Legislative  Committee.  Dr.  Peter  J.  Leadley  of  the  Maine 
Department  of  Health  and  Welfare  and  Joseph  Hasenfus  of  RMP 
presented  to  the  Council  material  relating  to  the  Tel  Med  pro- 
gram. This  material  was  presented  to  the  full  meeting  and  a vote 
was  taken.  The  Association  voted  to  endorse  the  concept  and  not 
at  the  present  time  to  commit  any  funds  pending  the  decision  of 
the  State  Society. 

Scientific  Session  was  then  held  under  Dr.  Albert  Dibbins  of 
the  Maine  Medical  Center,  presenting  a most  enlightening  talk  on 
the  subject  of  intestinal  obstruction  in  the  newborn. 

The  meeting  was  adjourned  at  approximately  10:15  p.m. 

O.  Thomas  Feagin,  M.D.,  Secretary 
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Ureteral  Calculus  in  Pregnancy 
and  the  Puerperium 

John  Zerner,  M.D.,  F.A.C.O.G.* 


Over  the  past  years,  several  cases  of  ureteral 
calculi  occurring  in  pregnant  patients  have  been 
observed.  Because  of  the  rarity  of  occurrence,  as 
well  as  the  wish  to  stimulate  general  medical  in- 
terest, these  representative  histories  are  presented 
and  discussed. 

Case  1 

T.M.T..  a 29-year-old. Gravida  III.  Para  11.18  weeks  gestation 
was  admitted  to  the  Mercy  Hospital  on  5/19/69  w ith  leftCVA  pain 
of  four  hours  duration.  Antepartum  course  to  that  date  had  been 
essentially  within  normal  limits. 

Lab  studies:  CBC:  Hematocrit  41.  WBC  13,700  with  shift  to 
the  left.  Urinalysis:  15-25  RBC  hpf,  2-4  WBC/hpf.  Urine  culture 
showed  E.  Coli  sensitive  to  Ampicillin.  An  Antibiotic  (Ampicil- 
lin)  was  initiated  and  the  patient  was  discharged  without  symp- 
toms, the  next  day. 

She  was  readmitted  on  5/25/69  with  exacerbation  of  left  CVA 
pain  along  with  nausea  and  vomiting.  An  IVP  was  obtained  (2 
view's):  a left  intramural  ureteral  stone  with  partial  obstruction  of 
the  left  ureter,  was  demonstrated.  The  calculus  passed  spon- 
taneously. It  was  described  as  weighing  30  mg. . being  light  tan  in 
color,  hard,  non-cystalline  and  composed  of  calcium  carbonate. 

Following  discharge,  antibiotics  were  continued.  Pregnancy 
progressed  and  she  delivered  uneventfully  at  term. 

Case  2 

R.E.S.,  a 23-year-old.  Gravida  II,  Para  I.  with  EDC  10/21/73, 
admitted  at  29-weeks  gestation  to  the  Mercy  Hospital  on  7/10/73. 
with  ‘'shooting”  right  lower-quadrant  pain  extending  into  the 
internal  portion  of  her  right  thigh.  Past  History:  A left  renal  stone 
was  noted  three  years  prior  to  the  present  pregnancy. 

Lab  studies:  CBC:  Hemoglobin  10.3,  with  WBC  showing  a 
shift  to  the  left.  SMA  12/60:  within  normal  limits.  Urinalysis:  100 
WBC/hpf. 

Patient  was  observed  and  then  discharged  after  24  hours,  being 
placed  on  Erythromycin  250  mg.  p.o..  q.i.d.  She  was  readmitted 
7/15/73  with  exacerbation  of  symptoms,  keflin-  was  then  in- 
itiated. during  which  time  she  was  asymptomatic.  The  patient 
was  observed  for  three  days  in  the  hospital  and  then  discharged. 

*Mercy  Hospital  Medical  Staff.  144  State  Street.  Portland. 

Maine  04101 . 


On  7/27/73.  the  patient  spontaneously  passed  a brownish  cal- 
culus composed  of  magnesium  phosphate  and  ammoniate. 

The  patient  delivered  10/26/73  a male  infant  via  cesarean  sec- 
tion for  CPD 

Case  3 

R.l...  a 22-year-old  patient.  Gravida  I.  Para  I,  delivered  a 
full-term  infant  on  4/14/71 . During  pregnancy,  at  26  weeks  gesta- 
tion, she  developed  left  CVA  pain,  chills,  fever,  and  a mass  of  the 
left  flank.  Antibiotics  were  initiated  on  the  presumptive  diagnosis 
of  left  hydronephrosis  and  pyelonephrosis  and  pyelonephritis. 
An  IVP  obtained  following  delivery,  demonstrated  one  stone  in 
the  left  ureter  at  the  junction  of  the  upper  two-thirds  and  the 
lower  one-third  of  the  ureter,  as  well  as  two  stones  in  the  collect- 
ing system  on  the  left. 

Lab  studies:  SMA  12/60  all  within  normal  limits.  Creatinine 
clearance:  56  cc.  per  minute.  Urine  culture  and  sensitivity  re- 
vealed enterobacter.  sensitive  to  keflin. 

On  4/19/71,  cystoscopic  examination,  bilateral  ureterography 
and  left  ureterolithotomy  were  performed,  with  the  removal  of  a 
stone  measuring  2.7  cm.  x 0.8  cm.  x 0.6cm.  The  stone  was  yellow 
and  composed  of  calcium,  phosphate,  magnesium  carbonate  and 
ammonium  carbonate.  Uric  acid  and  cystine  were  not  present. 
Patient  did  well  following  surgery  and  was  discharged  4/26/71. 

She  was  readmitted  5/7/72  and  at  this  time  cystoscopic  exami- 
nation. IVP,  and  bilateral  retrograde  studies  were  all  considered 
normal.  Urine  cultures  of  bladder  and  both  kidneys  showed  no 
growth. 

Case  4 

D.T.,  a25-year-oldGravida  I,  ParaO.  EDC  12/7/74,  wasadmit- 
ted  to  the  Maine  Medical  Center  on  10/1/74  at  30  weeks  gestation 
complaining  of  right  CVA  pain  of  six  hours  duration,  compatible 
with  acute  right  pyelonephritis.  To  that  date,  her  ante  partum 
course  had  been  without  abnormality.  Prior  medical  and  surgical 
history  was  unremarkable  and  no  history  of  previous  urinary 
tract  infection  or  calculus  could  be  obtained. 

Lab  studies:  SMA  12/60:  within  normal  limits.  CBC : Hemato- 
crit 34.7.  WBC  13.900  with  a shift  to  the  left.  Urinalysis:  S/G 
1.016. > 100  RBC/hpf.  35-40  WBC/hpf.  Urine  culture  and  sen- 
sitivity was  obtained  on  admission,  prior  to  antibiotic  therapy, 
and  showed  no  growth. 

Ampicillin  was  initiated  intravenously.  As  the  pain  continued 
unabated,  a modified  IVP  (20  minute  and  2 hour  films)  was 
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obtained  showing  markedly  delayed  function  of  the  right  collect- 
ing system;  in  essence,  only  a right  nephrogram  was  seen  at  two 
hours. 

Additionally,  a radiopaque  density  was  seen  in  the  distal  one- 
third  of  the  right  ureter  with  ureteral  dilation  proximally.  Approx- 
imately 12  hours  later  a single  calculus  was  passed.  The  calculus 
weighed  45.2  mg.,  and  was  composed  of  an  irregularly  laminated 
mass  of  subcrystalline  hydroxyl  apatite. 

Spontaneous  labor  ensued  on  1 1/25/74,  with  vaginal  delivery  of 
a male  infant  weighing  7 lbs.,  15  ozs.  Her  post  partum  course  was 
uneventful.  Repeat  SMA  12/60,  urinalysis,  urine  culture  and 
sensitivity  were  reported  as  showing  no  abnormality. 

Case  5 

C.N.,  a 29-year-old  Gravida  IV.  Para  III,  with  EDC  3/17/74. 
was  admitted  to  the  Maine  Medical  Center  on  2/5/71  with  severe 
right  CV A pain.  1VP  studies  showed  an  apparent  0.5  cm.  calculus 
in  the  right  lumbar  ureter.  Conservative  therapy  was  initiated; 
her  pain  disappeared  and  she  was  discharged  five  days  later.  On 
3/4/71,  repeat  cesarean  section  was  performed  uneventfully. 

The  patient  was  readmitted  on  8/16/71  with  acute  abdominal 
pain.  The  diagnosis  of  cholecystitis  was  entertained,  but  was  not 
proven.  On  the  basis  of  the  previous  ureteral  calculus,  a repeat 
IVP  was  obtained,  showing  a normal  left  system,  but  with  long- 
standing right  pyelonephritis,  as  evidenced  by  contraction  and 
scarring.  There  was  again  an  apparent  right  ureteral  stone  at  the 
ureterovesical  junction. 

In  1972,  further  radiographic  studies  were  performed,  obtain- 
ing oblique  views  of  the  right  lumbar  region.  It  then  became 
possible  to  demonstrate  the  calcification  noted  previously  was 
not  a right  ureteral  stone,  but  rather  an  osteochondroma  of  the 
right  sixth  rib. 

Ureterolithiasis  is  an  unusual  occurrence  in 
pregnancy.8  Heilman3  quotes  an  incidence  of  0.08 
percent  in  approximately  10,000  deliveries. 
Semmens,’1  on  the  other  hand,  has  reported  9 cases 
occurring  as  a complication  during  2037  full  term 
deliveries,  an  incidence  of  1:286. 

There  seems  to  be  a fairly  even  distribution  of 
cases  throughout  each  trimester  and  into  the 
puerperium.2  The  age  of  patients  does  not  follow 
any  strict  pattern.  Parity,  however,  seems  to  be 
important.  In  our  cases,  two  of  four  were  primi- 
gravid  and  this  finding  is  apparently  confirmed  by 
others2,5,9,3  who  have  recorded  the  greater  number  of 
ureteral  calculi  occurring  during  the  first  pregnancy. 

Symptomatology  may  vary,  secondary  to  the  site 
of  obstruction.  If  the  calculus  is  located  at  the  pelvic 
brim  or  below,  ureteral  colic  is  noted;  if  above  the 
brim,  renal  colic  is  the  more  common.5  Painful 
hematuria  is  rare.3 

Three  areas  are  involved  where  calculi  may  cause 
obstruction:  I)  The  region  of  the  mid  one-third  ure- 
ter where  the  infundibulopelvic  vessels  cross  over 
the  underlying  ureter  2)  The  pelvic  brim,  and 
3)  The  ureterovesical  junction.  In  addition,  the 
upper  two-thirds  of  the  ureter  will  undergo  dilation 
secondary  to  mechanical  and  hormonal  changes  oc- 
curring during  pregnancy,  while  the  distal  one-third, 
the  “pdvic  ureter,"  does  not.5 

The  location  of  the  calculus  seems  to  be  a function 
of  its  size.  Those  of  I . I cm.  or  less  in  diameter  are 
found  either  in  the  pelvic  ureter  or  at  the  ureteroves- 


ical junction.  Calculi  of  1.5  cm.  or  more,  however, 
are  most  commonly  noted  in  the  upper  ureter.5 
Harris3  and  Semmens'1  state  there  is  no  special  pre- 
dilection for  either  the  right  or  left  side  while  Folger2 
describes  another  series  with  the  right  ureter  being 
involved  twice  as  commonly  as  the  left. 

Pregnancy  outcome  has  been,  in  general,  suc- 
cessful. Of  19  cases  described  by  Harris,3  all  were 
delivered  of  viable  term  infants.  On  the  other  hand. 
Folger2  describes  several  patients  requiring  termi- 
nation of  pregnancy.  However,  it  is  to  be  empha- 
sized that  all  had  renal  disease  of  many  years  stand- 
ing and  that  termination  was  done  only  in  the  face  of 
far  advanced,  irreversible,  and  progressive  renal 
disease,  or  in  the  presence  of  a dead  fetus.  Further, 
all  cases  occurred  prior  to  1955. 

Adequate  evaluation  of  the  urinary  tract  is  to  be 
emphasized.12  Blood  levels  of  phosphorus,  cal- 
cium, and  alkaline  phosphate  are  done  in  an  attempt 
to  rule  out  possible  parathyroid  gland  tumors.3  Low 
levels  of  phosphorus  are  more  indicative  of  these 
parathyroid  tumors  than  high  calcium  levels.  The 
composition  of  the  calculi  is  important  to  rule  out 
the  presence  of  xanthine,  uric  acid  or  cystine,  which 
occur  in  acidic  urine  and  might  be  benefited  by  an 
alkaline  diet.  Culture  and  sensitivity  of  the  urine 
must  be  obtained  to  rule  out  any  underlying  urinary 
tract  infections. 

Radiologic  studies  should  be  utilized  but  the 
benefits  derived  from  the  examination  must  always 
be  balanced  against  the  unknown  risks  of  radiation.1 
However,  pregnancy  is  not  to  be  considered  a con- 
traindication to  the  judicious  use  of  x-ray.  It  is  to  be 
remembered  that  geneticists  advise  the  average 
individual’s  exposure  to  radiation  not  exceed  10  R. 
from  conception  to  age  30. 8 Natural  radiation  con- 
tributes 3 R.  in  total  during  this  30-year  span  and 
nuclear  fallout  will  contribute  an  estimated  0.01  R. 
per  year.  An  intravenous  pyelogram  of  4 to  6 views 
would  expose  the  gonads  of  mother  and  fetus  to 
between  0.4  R and  1 .6  R. , depending  on  the  methods 
employed.  Therefore,  to  lower  radiation  exposure, 
a suggestion  is  made  to  obtain  a “modified  IVP" 
consisting  of  two  views:  a preliminary  film  and  then 
following  dye  injection,  a 20  minutes  view.  Of 
course,  further  studies  would  be  obtained  if 
necessary.11 

Treatment  must  be  individualized  in  every  pa- 
tient.2 5 9 The  concept  of  a coordinated  team  ''  — ob- 
stetrician and  urologist,  must  be  emphasized  and 
used  to  evaluate  each  case.  Early  recognition  of  the 
possibility  of  ureteral  calculi  significantly  aids  in  the 
prognosis5,8  allowing  for  vigorous  diagnostic  and 
therapeutic  measures  to  be  instituted.  Delays  in 
diagnosis  and  definitive  treatment  may  well  result  in 
permanent  renal  damage  and  could  jeopardize  the 
outcome  of  the  pregnancy.'1  Several  factors  contri- 
bute to  therapy:  I)  The  date  of  pregnancy.  2)  Loca- 


02 


TUI  JOI  RNAI  Ol  I III  MAIM  MF.IVCAL  ASSOCIATION 


tion  of  stone,  3)  Presence  or  absence  of  obstruction 
and  infection,  4)  renal  function,  and  5)  The  general 
condition  of  the  patient.8 

Generally,  conservative  therapy  (i.e..  hydration, 
correction  of  any  electrolyte  imbalance,  straining  of 
all  urine,  and  the  appropriate  use  of  antibiotics  after 
culture,  sensitivity  and  colony  count  have  been  ob- 
tained) will  suffice  as  in  over  fifty  percent  there  will 
be  spontaneous  passage  of  the  calculus.3  Yet.  for 
those  in  whom  there  is  no  clinical  improvement, 
surgery  may  be  indicated. 

The  procedure  of  choice  is  dependent  upon  the 
current  stage  of  pregnancy.  In  the  first  trimester, 
active  intervention  is  indicated  if  symptomatology 
or  signs  of  obstruction  increase.  Direct  surgery 
upon  the  ureter,  either  via  endoscoptic  manipula- 
tion or  transabdominally,  is  permissible.  Neither 
the  uterine  size  nor  pelvic  vascularization  will  inter- 
fere. The  same  may  be  said  for  surgery  in  the  second 
trimester.  However,  in  the  last  trimester  (after  27-28 
weeks  gestation)  direct  exploration  of  the  pelvic 
ureter  attempted  endoscopic  manipulation  of  the 
ureteral  calculus  is  contraindicated;  first,  because  of 
the  increased  pelvic  vascularization  and  secondly, 
due  to  the  enlarging  uterus  which  obscures  direct 
visualization  of  the  involved  area.  Nephrostomy  is 
often  the  procedure  of  choice  to  alleviate  obstruc- 
tion and  attempt  to  salvage  renal  parenchymal 
tissue.3 

Most  importantly,  termination  of  pregnancy  for 
unilateral  urinary  tract  obstruction,  secondary  to 
ureterolithiasis,  is  not  indicated. 

The  case  of  any  patients  with  suspected  or  proven 
calculi  must  continue  beyond  the  delivery  and 
puerperium. 7 Persistence  by  the  physician  in  obtain- 
ing meticulous  follow-up  is  to  be  encouraged.  Blood 
and  urine  analysis,  repeat  IVP  or  other  radiographic 
studies,  where  necessary,  are  indicated  should 
there  be  any  doubt  in  the  diagnosis.  Indeed,  case  #5 
demonstrates  the  time  and  effort  involved  to  arrive 


at  a correct  (and  unexpected)  wholly  new  diagnosis. 

In  summary  then,  a series  of  cases  were  presented 
by  ureteral  calculi  occurring  during  pregnancy.  The 
general  characteristic  of  these  patients’  symp- 
tomatology and  treatment  are  discussed.  Emphasis 
is  placed  on  a coordinated  team  approach  with  ap- 
propriate evaluation  both  in  the  ante  and  postpar- 
tum periods. 
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Blood  Cultures  in  a Community  Hospital 

JOHN  D.  RICE,  JR.,  M.D.* *  and  JUNE  L.  ATHERTON** 


Bacteremia  is  detectable  by  culturing  blood  in 
suitable  nutrient  media.  The  procedures  for 
processing  blood  cultures  in  the  microbiology 
laboratory  are  relatively  uncomplicated,  but  it  is 
quite  another  matter  when  it  comes  to  the  problem 
of  how  many  blood  cultures  should  be  obtained  in  a 
given  clinical  situation,  and  the  frequency  with 
which  these  blood  cultures  should  be  obtained. 
Physicians  vary  greatly  in  their  approach  to  the 
clinical  situation  of  a patient  with  possible  bac- 
teremia. Some  will  order  one  or  two  cultures,  others 
favor  multiple  cultures  drawn  at  stipulated  intervals 
of  time,  or  timed  in  relation  to  some  observed  event 
such  as  a chill.  The  laboratory  faces  situations  in 
which  it  processes  one  or  two  blood  cultures  from 
one  patient,  and  perhaps  a dozen  cultures  from 
another  patient.  Since  each  blood  culture  bottle  re- 
ceived in  the  microbiology  laboratory  must  be  sub- 
cultured to  definitive  media,  the  processing  of  a 
large  series  of  culture  bottles  from  a single  patient 
can  fully  occupy  the  workday  of  a microbiologist  in 
the  laboratory.  The  problem  of  patient  care  also 
arises.  It  is  well  known  that  the  likelihood  of  obtain- 
ing a positive  blood  culture  after  instituting  antimic- 
robial therapy  is  very  small.  The  concerned  physi- 
cian faces  the  problem  of  obtaining  sufficient  blood 
cultures  to  insure  recovery  of  organisms  when  pres- 
ent, yet  not  delaying  institution  of  antimicrobial 
therapy,  and  increasing  the  risk  to  his  patient.  In 
order  to  ascertain  whether  past  experience  at  Mercy 
Hospital  could  add  to  solutions  for  these  problems, 
an  internal  study  was  made  of  all  blood  cultures 
submitted  to  the  microbiology  laboratory  in  the 
period  1970-1973.  The  results  of  that  study  are  pre- 
sented in  this  report. 

Materials  and  Methods 

During  this  period,  blood  cultures  were  made  by 
laboratory  phlebotomists  on  orders  from  staff 
physicians.  Cultures  were  usually  drawn  from  an 
arm  vein  after  routine  preparation  with  iodine  and 
alcohol.  In  the  early  part  of  the  period  of  study 
routine  cultures  were  taken  with  a sterile  syringe,  or 
by  directly  introducing  5 ml  of  blood  through  a 
sterile  double  needle  and  plastic  tube  set  from  the 
vein  to  a 50  ml  bottle  of  thioglycollate  broth  with 
added  carbon  dioxide  atmosphere.  Later  in  the 
study,  and  in  current  use,  the  volumes  were 
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changed  to  10  ml  of  blood  in  100  ml  of  thioglycollate 
broth  with  added  carbon  dioxide.  Present  labora- 
tory protocol  calls  for  the  substitution  of  trypticase 
soy  broth  in  a carbon  dioxide  atmosphere  for  thio- 
glycollate broth.  Also  0.025  percent  sodium 
polyanethol  sulfonate  (SPS)  has  been  added  to  all 
bottles  as  an  anticoagulant  and  antileukocyte  agent. 

Bottles  were  stored  at  37°C  without  venting,  and 
were  examined  daily  for  evidence  of  growth. 

After  overnight  incubation,  the  bottles  were  en- 
tered with  a sterile  syringe.  Gram  stains  were  pre- 
pared, and  subcultures  were  made  to  blood  agar  and 
chocolate  agar.  The  blood  agar  plate  was  incubated 
anaerobically,  and  the  chocolate  agar  plate  was  in- 
cubated in  a 6 percent  carbon  dioxide  atmosphere. 
If  the  Gram  stain  disclosed  organisms,  further  ap- 
propriate subcultures  were  prepared.  If  no  growth 
occurred  in  the  blood  culture  bottle  or  subculture 
plates,  a second  subculture  from  the  original  bottle 
was  made  on  the  10th  day.  These  final  subcultures 
were  incubated  for  48  hours  before  discarding  mat- 
erial as  showing  no  growth. 

Results 

In  the  period  1970-1973,  there  were  1,8%  blood 
cultures  drawn.  Of  these,  there  were  136  which 
showed  bacterial  growth,  an  incidence  of  7.2  per- 
cent. Of  the  patients  with  positive  cultures,  92  per- 
cent showed  growth  in  one  or  both  of  the  first  two 
cultures  drawn  without  regard  for  the  frequency 
with  which  cultures  were  drawn.  Table  1 shows 
results  on  a yearly  basis. 

Table  2 shows  the  variety  of  organisms  recovered 
from  patients  with  positive  blood  cultures.  In  cer- 
tain instances  the  nature  of  the  organism,  and  the 
pattern  of  growth  suggest  that  the  organism  was  a 
contaminant. 

Discussion 

Published  material  on  the  subject  of  blood  culture 
generally  makes  a distinction  between  blood  cul- 
tures in  cases  of  subacute  bacterial  endocarditis, 
and  blood  cultures  in  non-endocarditic  bacter- 
emia.1-2 Also,  there  are  a small  number  of  special 
conditions  such  as  suspected  brucellosis  in  which 
the  nature  of  the  organism  demands  special  techni- 
ques for  culture,  and  isolation.  The  latter  are  not 
considered  here. 

In  patients  with  documented  bacterial  endocar- 
ditis, the  magnitude  of  bacteremia  is  relatively 
constant.3  The  number  of  bacteria  in  a milliliter  of 
blood  in  endocarditis  may  be  as  small  as  1-30.  In 
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Tabie  1 


Blood  Ccltires a 

i Mercy  Hospital  1970-1973 

1970 

1971 

1972 

1973 

Total  Blood  Cultures 

298 

490 

496 

612 

Total  Patients  Involved 

131 

229 

216 

208 

Average  Cultures  per  Patient 

2.3 

2.1 

2.3 

2.9 

Total  Positive  Patients 

17 

17 

16 

22 

Percent  Positive  Patients 

13.0 

7.4 

7.4 

10.6 

Total  Positive  Cultures 

27 

31 

32 

46 

Percent  Positive  Cultures 

9.1 

6.3 

6.4 

7.5 

Patients  first  positive  in  first  culture 

82% 

76% 

88% 

82% 

Patients  first  positive  in  second  culture 

6 

18 

12 

14 

Patients  first  positive  in  third  culture 

12 

6 

— 

— 

Patients  first  positive  in  fourth  (or 

greater)  culture 

— 

— 

— 

4* 

‘Six  blood  cultures  drawn  rapidly  within  a few  minutes  of  each  other.  All  were  sterile  except  for  diphtheroids  recovered  from  the  sixth 
culture. 


Table  2 


Organisms  Recovered  in  Positive 

Bl  (HID  Cl  1 

/Tl  RES 

Organism 
Gram  Positive 

1970 

N anther 
1971 

of  Patients 
1972 

1973 

Coagulase  pos.  staphylococci 

7 

4 

1 

3 

Coagulase  neg.  staphylococci 

i 

3 

3 

Alpha  hemolytic  streptococci 

7 

4 

7 

Strep,  pneumoniae 

7 

1 

3 

Clostridium  perfringens 

1 

Beta  hemolytic,  group  A streptococci 

1 

Anaerobic  streptococci 

1 

Bacillus  subtilis 

1 

Diphtheroids 

1 

2 

Gram  negative 

E.  coli 

6 

7 

2 

2 

Bacteroides  fragilis 

7 

2 

3 

2 

Proteus  mirabilis 

T 

2 

Proteus  rettgeri 

i 

Providencia  spp. 

i 

Hemophilus  spp. 

i 

Serratia  marcescens 

i 

Enterobacter  cloacae 

1 

i 

Klebsiella  pneumoniae 

i 

Neisseria  meningitidis 

i 

non-endocarditic  bacteremia  there  is  often  as- 
sociated chills,  fever,  and/or  shock.  This  implies 
relatively  greater  numbers  of  organisms  present  per 
milliliter  of  blood,  and.  possibly,  the  presence  of 
bacterial  toxins.  Most  published  information  indi- 
cate that  one,  or.  at  most,  a few  cultures  will  serve 
to  isolate  organisms  in  non-endocarditic  bacter- 
emia.4'6 An  extensive  study  of  206  cases  of  bac- 
terial endocarditis  made  at  New  York  Hospital- 
Cornell  Medical  Center  over  the  period  1944-19603 
indicates  that,  where  streptococci  were  involved, 
the  first  blood  culture  was  positive  in  96  percent  of 
cases.  In  non-streptococcal  endocarditis,  the  first 
blood  culture  w'as  positive  in  82  percent  of  cases, 
and  one  of  the  first  two  cultures  was  positive  in  all 
cases.  Petersdorf5  recommends  1-2  cultures  be  ob- 
tained in  febrile  patients  with  suspected  non- 
endocarditic  bacteremia.  Cultures  obtained  after  in- 
stituting antimicrobial  therapy  are  worthless.  In 


suspected  bacterial  endocarditis,  he  obtains  6 blood 
cultures  at  the  rate  of  2 per  day  for  3 days.  On  the 
other  hand,  if  there  is  good  clinical  evidence  of 
endocarditis,  he  is  satisfied  with  2-3  cultures  ob- 
tained over  a short  period  of  time  before  therapy  is 
instituted. 

The  data  obtained  in  the  Mercy  Hospital  study 
support  current  opinion  that  large  series  of  blood 
cultures  do  not  improve  the  likelihood  of  isolating  a 
causative  organism  either  in  cases  of  bacterial  en- 
docarditis or  in  non-endocarditic  bacteremia.  Also, 
a prolonged  series  of  blood  cultures  complicates 
laboratory  processing,  and  invites  errors  leading  to 
the  growth  of  contaminants.  There  is  also  a ten- 
dency for  physicians  to  delay  institution  of  therapy 
while  hoping  for  a few  of  a long  series  of  cultures  to 
show  growth.  This  may  work  to  the  detriment  of  the 
patient. 

Continued  on  Page  157 
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Puerperal  Intestinal  Obstruction 

A Presentation  and  Discussion 

JOHN  ZERNER,  M.D.,  F.A.C.O.G.*  and  WALTER  B.  GOLDFARB,  M.D.,  F.A.C.S. 


Reports  of  intestinal  obstruction  occurring  during 
pregnancy  are  not  frequently  seen  in  the  literature.2 
Obstetrical  textbooks  have  given  but  a brief  men- 
tion of  this  problem.7  Further,  intestinal  obstruction 
during  the  puerperium  is  extremely  rare3  and  it  is  for 
this  reason  that  the  following  case  is  presented. 

Case  Report 

A 34-year-old  female, G2, Pi,  EDC  7/25/74,  was  admitted  to  the 
Maine  Medical  Center  in  active  labor  on  7/7/74.  Her  antepartum 
course  was  essentially  benign.  Laboratory  studies:  Rh  positive. 
Rubella  titer  1:32.  CMV  titer  1:16.  Toxoplasmosis  1:32.  Urine: 
Negative.  SMA  12/60:  Within  normal  limits.  Urine  C&S:  No 
growth.  Hct:  Stable,  ranging  36-37. 

One  previous  pregnancy  (1973)  was  uneventful  with  delivery 
of  a female  infant  weighing  6 lbs.  6 ozs. , under  saddle  anesthesia 
after  a 9-hour  labor. 

Her  past  history  is  significant  in  that  she  underwent  right 
oophorectomy  and  incidental  appendectomy  in  1951.  Spinal  fu- 
sion was  performed  in  1963.  During  1 969-73 , the  patient  had 
multiple  urinary  tract  infections  treated  medically;  an  IVP  in 
1970,  moreover,  was  essentially  within  normal  limits. 

Patient’s  course  in  labor  was  marked  by  greater  than  usual  pain 
during  and  continuing  beyond  each  contraction  to  such  a degree 
that  the  attending  physician  entertained  the  diagnosis  of  partial 
abruptio;  appropriate  studies,  however,  were  considered  within 
normal  limits.  Spontaneous  vaginal  delivery  of  a 7 lbs.  3 ozs. 
male  infant  occurred  after  2 hours  and  44  minutes  of  labor  with  a 
midline  episiotomy  and  saddle  anesthesia.  The  second  stage  of 
labor  is  best  described  as  precipitous,  lasting  only  4 minutes. 
Exploration  of  the  endometrial  cavity  was  unremarkable  and 
estimated  blood  loss  was  250  cc.  The  placenta  gave  evidence  of 
marginal  separation  with  a succenturiate  lobe.  During  the  im- 
mediate post-partum.  the  patient  complained  of  intense  crampy 
right-sided  abdominal  pain.  The  possibility  of  retained  products 
of  conception  was  considered  and  she  underwent  EUA  and  D&C 
during  which  a moderate  amount  of  blood  clots  and  decidual 
tissue  was  obtained. 

Following  this  surgery,  pain,  while  present,  decreased  some- 
what and  remained  to  the  right  of  the  midline;  the  patient  was 
kept  NPO  and  continual  IVs  were  administered.  On  7/9/74,  a 
Levine  tube  was  inserted  after  pain  seemed  to  be  localizing  in  the 
right  upper  quadrant.  The  possibility  of  acute  cholecystitis  was 
entertained.  Abdominal  films  showed  distension  in  the  proximal 
jejunum  consistent  with  partial  small  bowel  obstruction.  On  July 
1 0th,  she  continued  afebrile;  the  abdomen  was  flatter  and  softer 
with  RUQ  tenderness  still  present.  Over  the  next  48  hours, 
however,  abdominal  distension  increased  gradually  along  with  a 
concomitant  decrease  in  bowel  sounds.  Dull  pain  became  suf- 
fused throughout  the  abdomen  and  repeat  x-rays  showed  partial 
obstruction  in  the  mid-  or  distal  jejunum;  the  impression  was 
obstruction  secondary  to  adhesions  from  previous  abdominal 
surgery. 

Exploratory  laparotomy  was  performed  on  7/12/74.  An  adhe- 
sive band  went  across  the  mid-ileum,  producing  a narrow  steno- 

Erom  the  Department  of  Obstetrics  and  Gynecology,  Maine 
Medical  Center,  Portland,  Maine  04102. 

* Reprint  request  to:  J.  Zerner,  M.D.,  260  Western  Ave.,  South 

Portland,  Maine  04106 


Fig.  1.  Photo  demonstrating  (a)  Stenotic  segment  of  bowel-later 
resected-  and  (b)  dilated  segment  of  ileum  proximal  to  the  ob- 
struction. 


tic  segment  of  bowel  with  a dilated  three-foot  segment  of  ileum 
proximal  to  the  adhesion  (Fig.  I).  The  band  was  lysed  and  ex- 
cised. The  stenotic  segment  of  bowel,  as  it  appeared  com- 
promised. was  resected  and  a primary  anastomosis  performed. 
Postoperatively.  the  patient  did  well  and  was  discharged  on 
7/22/74. 

Discussion 

The  pregnant  woman  with  an  abdominal  scar 
must  always  be  considered  a candidate  for  intestinal 
obstruction.  Occuring  in  pregnancy,  obstruction 
can  be  a fatal  condition; 46  The  small  intestine  is 
involved  most  frequently  and  any  form  of  obstruc- 
tion to  that  portion  of  the  bowel  leads  invariably  to 
early  gangrene  and  the  necessity  of  resection.  In- 
cidence of  this  complication  during  pregnancy  itself 
is  very  low  and  is  extremely  rare  during  the  im- 
mediate post-partum  period.  Waters, H in  a survey  of 
1 15,000  deliveries  at  the  Margaret  Hague  Maternity 
Hospital,  reported  only  6 cases  and.  of  these,  only 
one  occurred  following  delivery.  Weintraub7  de- 
scribed 4 cases  in  a series  of  32,000  deliveries  with 
but  one  in  the  puerperium.  In  more  than  75%  of  the 
total  cases  studied,  obstruction  was  found  to  be  in- 
volved with  adhesions  secondary  to  previous  ab- 
dominal surgery. 

The  acute  episode  during  the  early  post-partum, 
arising  from  adhesions  already  present,  may  be  ex- 
plained by  the  changes  occurring  after  the  sudden 
decompression  of  the  uterus  and  abdomen.  There  is 
extensive  re-arrangement  of  the  intestines,  often 
with  a sudden  rush  of  gas  into  bowel  proximal  to  an 
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adhesion.  The  resultant  distension  of  this  bowel  fol- 
lowed by  torsion  would  then  lead  to  the  picture  of 
intestinal  obstruction. 

Diagnosis  is  difficult  and  often  delayed7  as  usual 
parameters  are  unreliable.' ' First,  symptomatology 
can  be  minimal  or.  as  in  the  case  presented,  be  seen 
to  mimic  other  entirely  unrelated  problems.  Second- 
ly. the  enlarged  uterus  tills  the  pelvis  and  lower 
abdomen,  blocking  to  examination  the  two  most 
common  sites  — pelvic  and  right  iliac  region  — 
where  7 of  10  strictures  occur  secondary  to  post- 
operative adhesions  and  bands.  X-ray  studies  are 
often  distorted  by  the  gravid  uterus;  in  addition, 
post-partum  hypotonicity  of  the  bowel  may  mask 
obstruction.  It  is  to  be  emphasized,  however,  that 
repented  x-ray  studies  of  the  abdomen  are  valuable 
to  demonstrate  progressive  changes  that  may  be 
suggestive  of  intestinal  obstruction:  Continued  dis- 
tension of  bowel  loops,  air-fluid  levels,  and  so  on. 
Neither  CBC  nor  electrolyte  studies  are  as  ac- 
curate; the  former  as  the  cell  count  is  elevated  and 
shifted  slightly  to  the  left  during  the  late  stage  of 
pregnancy:  the  latter  due  to  the  rapid  changes  in 
body  fluids  from  one  compartment  to  the  other  oc- 
curring in  the  puerperium. 

A high  index  of  suspicion  is  the  indispensable  pre- 
requisite to  timely  diagnosis  and  rational  treat- 
ment.14 Ancillary  methods,  i.e.,  intubation,  the  use 
of  intravenous  fluids  for  replacement  therapy  and 
electrolyte  balance,  systemic  antibiotics  — are  to 
be  used  only  to  prepare  for,  and  not  to  take  the  place 
of  surgery.2  4 

Therapy,  once  the  diagnosis  of  obstruction  is 
made,  becomes  clear-cut:  Immediate  exploration 
and  the  performance  of  a procedure  appropriate  for 


the  individual  situation.  Surgery  must  not  be  de- 
layed even  in  the  presence  of  pregnancy.3  Mortality 
increases  the  longer  one  procrastinates.  Earlier 
accounts  of  “expectant  observation”  carry  de- 
scriptions of  a prolonged  course  leading  inexorably 
to  perforation,  peritonitis,  septic  shock  and  even- 
tual death.'6 

In  summary,  a statement  made  thirty-five  years 
ago.  still  holds  true:  “Pregnancy  predicates  per- 
nicious procrastination  in  the  management  of  ob- 
structions".7 This  is  to  be  condemned.  Aggressive 
management  of  the  pregnant  female  with  intestinal 
obstruction  must  be  emphasized  to  insure  survival 
of  both  the  mother  and  the  child. 
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The  Mercy  data  were  obtained  under  conditions 
in  which  a single  culture  was  taken:  several  cultures 
were  taken  in  rapid  succession,  or  cultures  were 
spaced  over  a period  of  days.  Organism  recovery 
records  do  not  suggest  that  there  is  much  to  be 
gained  by  ritualistic  adherence  to  any  particular 
plan  for  timing  of  cultures.  This  has  been  noted  in 
recent  reviews. 2-6  Especially  where  bacteremia  is 
continuous,  as  in  endocarditis,  or  relatively  massive 
such  as  in  fulminating  infections,  there  is  little  dif- 
ference whether  blood  cultures  are  taken  over  a 
brief  period,  or  whether  they  are  spaced  over  a 
longer  time.  If  intermittent  bacteremia  is  suspected, 
there  may  be  some  merit  in  spacing  cultures  to  pre- 
cede clinical  manifestations  such  as  chills  or  fever 
rise. 

The  fundamental  consideration  in  all  cases  of 
possible  bacteremia  or  septicemia  is  the  urgency  of 
the  clinical  situation.  Certainly  the  institution  of 
lifesaving  antimicrobial  therapy  should  not  be  de- 


layed in  the  mistaken  belief  that  many  blood  cul- 
tures are  required  to  recover  an  organism.  It  would 
appear  that,  even  if  the  blood  density  of  organisms  is 
very  low,  modern  microbiological  techniques  are 
well  geared  to  recover  them  in  culture.  The  physi- 
cian can  be  assured  that  a few  properly  obtained 
blood  cultures  are  as  effective  as  half  a dozen  or  a 
dozen.  Excessive  numbers  of  blood  cultures  offer 
no  advantage,  and  can  result  in  harm  to  the  patient. 
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Adult-Onset  Aqueductal  Stenosis 

William  h.  Leschey,  Jr.,  M.D.*  and  Tibor  Doby,  M.D.** 


Stenosis  or  narrowing  of  the  Sylvian  aqueduct 
can  occur  on  a congenital,  inflammatory,  neoplas- 
tic, or  traumatic  basis.  Aqueductal  stenosis  is  a well 
known  cause  of  hydrocephalus  in  childhood.  Non- 
neoplastic aqueductal  stenosis  does  occur  in  adults, 
and  creates  unique  problems  in  diagnosis  and  man- 
agement. 


Case  Report 

A 31 -year-old  construction  worker  was  admitted  to  the  Mercy 
Hospital  on  7/8/74  for  evaluation  of  dizziness,  headache,  and  a 
solitary  blackout  spell.  For  about  8 months,  the  patient  has  had 
intermittent  headaches,  usually  generalized,  but  sometimes 
more  intense  at  the  vertex.  The  headaches  increased  with  cough- 
ing, sneezing,  straining  at  stool,  and  with  rapid  head  motion.  He 
also  complained  of  positional  dizziness,  and  would  at  times  ex- 
perience severe  vertigo  with  nausea  after  sudden  changes  in 
posture.  These  attacks  would  only  last  for  minutes  at  a time,  and 
he  denied  tinnitus  and  hearing  loss.  Four  months  prior  to  admis- 
sion, he  fell  down  unconscious  during  micturition.  There  was 
tongue  biting,  but  no  observed  rhythmical  jerking,  bladder,  or 
bowel  incontinence.  Friends  had  commented  that  he  had  under- 
gone a personality  change,  and  the  wife  confirmed  this.  He  had 
no  difficulty  with  memory.  His  walking  was  impaired  only  during 
the  dizzy  spells.  There  was  no  history  of  meningitis,  encephalitis, 
or  head  injury. 

On  examination,  he  appeared  as  a robust,  healthy  looking,  180 
lb.,  5'- 1 1 ” man  with  a head  circumference  of  58  centimeters. 
Fundi  revealed  some  blurring  of  the  nasal  optic  disc  margins 
bilaterally,  and  absent  venous  pulsations.  A few  beats  of  horizon- 
tal jerk  nystagmus  occurred  on  positional  testing.  The  pupillary 
and  oculomotor  responses  were  otherwise  normal  including  op- 
tokinetic testing.  No  cerebellar  signs  were  present.  He  walked 
well  on  the  toes,  heels,  and  in  tandem.  Deep  tendon  reflexes  were 
symmetrical.  Plantar  responses  were  flexor  bilaterally.  No  sen- 
sory findings  were  present. 

Skull  films,  EEG  including  sleep,  and  brain  scan  with 
radioisotope  flow  study  were  all  normal.  Right  retrograde 
brachial  and  left  carotid  angiograms  indicated  symmetrical  en- 
largement of  the  lateral  ventricles.  In  the  lateral  views,  the 
pericallosal  arteries  showed  stretching  and  an  enlarged  sweep 
(Fig.  I).  In  the  anteroposterior  views,  the  thalamostriate  veins 
were  bowed,  and  displaced  laterally  (Fig.  2). 

Pneumography  via  the  lumbar  route  showed  an  undisplaced, 
normal  sized  fourth  ventricle  (Fig.  3).  The  pericallosal  cistern 
was  elevated  and  arched.  There  was  no  air  fill  in  the  lateral  or 
third  ventricles.  CSF  protein  was  35  mg.  percent.  A right  frontal 
ventriculostomy  was  carried  out.  Opening  pressure  was  500  mm. 
and  the  cerebral  mantle  measured  2Vi  centimeters  in  depth.  Air 
introduced  from  above  showed  marked  symmetrical  enlarge- 
ment of  the  lateral  and  third  ventricles,  and  dilatation  of  the 
rostral  portion  of  the  aqueduct  (Figs.  4 and  5).  Superimposition  of 
lateral  views  of  the  pneumoencephalogram  and  ventriculogram 
indicated  aqueductal  occlusion  (Figs.  3 and  5). 

On  August  21,  1974,  the  patient  underwent  ventriculo-atrial 
shunting  with  a medium  sized  Holter  valve.  His  postoperative 
course  was  afebrile  and  uncomplicated.  He  had  no  more 
headaches,  dizziness,  or  episodes  of  loss  of  unconsciousness. 
Five  weeks  after  surgery,  he  returned  to  work.  He  continues  to 

‘Attending  Physician,  Mercy  Hospital.  Portland,  Maine  04101 . 
“Chief  of  Radiology  Department,  Mercy  Hospital,  Portland. 

Maine  04101. 


Fig.  I.  Lateral  view  of  right  retrograde  brachial  angiogram 
shows  stretching  and  an  enlarged  sweep  of  both  pericallosal 
arteries. 


do  well,  and  remains  asymptomatic.  Friends  have  noted  that  now 
“he  is  his  old  self." 


Discussion 

The  pathology  of  non-neoplastic  aqueductal  ste- 
nosis has  been  well  described  by  Russell.1"  The 
classification  includes  simple  stenosis,  forking  or 
atresia,  septum  formation,  and  gliosis.  Simle  ste- 
nosis, a histologically  normal  but  narrow  aqueduct, 
and  forking  or  atresia  of  the  aqueduct  are  consid- 
ered congenital  or  developmental  anomalies.  Sep- 
tum formation  may  be  a congenital  malformation,  or 
the  result  of  inflammation.  The  cause  of  periaque- 
ductal gliosis  is  unsettled,  and  much  debated.  The 
limitations  of  the  classification  itself  and  the  impli- 
cations about  etiology  have  been  discussed.1  A 
single  case  may  show  forking,  gliosis,  and 
inflammatory  changes  in  serial  sectioning  of  the 
aqueduct.1 
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Fig.  2.  Venous  phase  AP  view  of  left  carotid  arteriogram  reveals 
bowing  and  lateral  displacement  of  the  thalamostriate  vein. 


Fig.  4.  Frontal  projection  of  ventriculogram  shows  dilated  lat- 
eral ventricles. 


Fig.  3 Lateral  view  of  pneumoencephalogram  shows  a normal 
fourth  ventricle  (dotted  lines),  elevated  and  stretched  perical- 
losal cistern,  but  no  filling  of  the  lateral  ventricles  or  third  ventri- 
cle. 


Fig.  5 Lateral  view  autotomogram  of  ventriculogram  reveals 
dilated  lateral  and  third  ventricles.  The  dilated  rostral  portion  of 
the  aqueduct  ends  abruptly. 
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Regardless  of  the  type  of  pathology  causing 
aqueductal  block,  Russell  postulated  that  dilatation 
of  the  pathways  proceeded  in  a retrograde  fashion  to 
the  lateral  ventricles.  The  normal  exit  pathway  of 
CSF  produced  in  the  lateral  and  third  ventricles  is 
obstructed  at  the  aqueduct.  Hydrocephalus  with 
enlargement  of  the  lateral  and  third  ventriclee  is  the 
consequence.  This  traditional  concept  has  been 
recently  challenged.14  Evidence  that  aqueductal 
stenosis  may  be  the  result  of  hydrocephalus,  rather 
than  the  cause,  has  been  presented.  A CSF  absorp- 
tive defect  distal  to  the  aqueduct  is  hypothesized  as 
causing  lateral  ventricular  dilatation.  Subsequent 
downward  displacement  of  the  tentorium  and 
hind-brain  occur  and  in  turn  may  cause  compression 
of  the  mid-brain  between  the  hemispheres.  Mid- 
brain compression  would  compromise  the  aque- 
duct. This  mechanism  might  correlate  with  the  in- 
termittent nature  of  some  clinical  phenomena  and 
the  delayed  passage  of  positive  contrast  agents 
through  the  aqueduct  following  ventriculostomy  in 
patients  with  aqueductal  stenosis.  The  notion  of  a 
secondary,  relative  aqueductal  stenosis  complicat- 
ing lateral  ventricular  dilatation  has  been  applied 
to  the  adult  normal  pressure  hydrocephalus 
syndrome.6 

The  clinical  presentation  of  aqueductal  stenosis  in 
childhood  is  well  known,  and  consists  of  an  infant  or 
child  with  a progressively  enlarging  head,  and  with 
or  without  the  other  stigmata  of  hydrocephalus.  In 
the  adult,  whose  cranial  sutures  have  fused,  the 
hydrocephalus  is  occult  and  the  diagnosis  more 
difficult.  The  symptoms  and  signs  in  adult  aqueduc- 
tal stenosis  have  been  detailed.  ’ The  clinical  pic- 
ture is  varied  and  non-specific,  and  while  well 
documented,  the  symptoms  and  signs  do  not  fit  into 
a consistent  pattern  which  is  readily  recognized  by 
the  clinician. 

Frequent  presenting  symptoms  include  head- 
ache, loss  of  memory,  and  intellectual  functions, 
unsteadiness  in  walking,  vertigo,  and  seizures. 
Duration  of  symptoms  prior  to  diagnosis  is  more 
often  years  than  months.  4The  onset  is  sometimes 
abrupt,  and  may  correlate  with  acute  decompen- 
sation of  long-standing  asymptomatic  hydrocepha- 
lus.58 The  headaches  have  characteristics 
suggesting  increased  intracranial  pressure.  Nausea 
and  vomiting  are  often  associated.  The  vertigo  has 
no  diagnostic  features.  Both  the  headache  and  ver- 
tigo may  be  paroxysmal,  and  suggest  possible  in- 
termittent aqueductal  obstruction.  Seizures  include 
typical  generalized  major  motor  and  psychomotor 
episodes,  as  well  as  more  frequent  syncopal-like 
spells.  The  mental  symptoms  have  no  special  fea- 
tures, and  may  simulate  psychogenic  disorders  or 
organic  dementias.  Urinary  incontinence  and  dip- 
lopia are  less  frequent  symptoms. 

The  neurological  examination  of  adults  with 


aqueductal  stenosis  similarly  reveals  non-specific 
and  non-diagnostic  findings.  The  signs  are  often  the 
same  as  occur  in  patients  with  a posterior  fossa 
tumor.  Papilledema  and  ataxia  of  gait,  with  or  with- 
out cerebellar  signs  in  the  limbs,  are  often  present. 
Nystagmus  and  pyramidal  tract  signs  may  also  be 
found.  Spastic  weakness  of  the  legs  may  be  the  only 
finding.5  Head  circumference  may  be  greater  than 
60  centimeters.7 

The  clinical  findings  reflect  the  underlying  hy- 
drocephalic process,  and  are  independent  of  the 
point  of  obstruction.  There  are  most  commonly  no 
localizing  signs  that  point  to  the  Sylvian  aqueduct  as 
the  site  of  the  difficulty.  Rarely,  precisely  localizing, 
eye  signs  do  occur.  The  Sylvian  aqueduct  syndrome 
of  Koeber-Salus-Elschnig  is  a well  described  com- 
bination of  neuro-ophthalomological  signs  consist- 
ing of  pupillary  abnormalities,  impaired  upward 
conjugate  gaze,  convergence  and  retractory  nys- 
tagmus, and  vertical  nystagmus  on  gaze  upward  and 
downward.2  Lid  retraction  and  extraocular  palsies 
may  be  present.  The  most  common  cause  of  this 
syndrome  is  neoplasm  or  vascular  infarction  in  the 
region  of  the  aqueduct,  but  the  full  syndrome  or 
fragments  may  occur  in  non-neoplastic  aqueductal 
stenosis.11  Rapid  resolution  of  these  eye  signs  in  a 
patient  with  aqueductal  stenosis  after  decompres- 
sion has  been  described. 

Usually,  the  clinical  picture  is  non-specific  and 
the  patient  may  show  little  in  the  way  of  objective 
signs.  A special  problem  occurs  when  the  patient 
does  not  have  significant  headache  or  papilledema. 
The  confusion  then  is  not  with  a posterior  fossa 
mass.  If  the  mental  signs  are  prominent,  the  picture 
might  simulate  the  equally  ill-defined  syndrome  of 
normal  pressure  hydrocephalus.  The  dementia,  gait 
disturbance,  and  urinary  incontinence  are  features 
common  to  both  adult  aqueductal  stenosis  and  nor- 
mal pressure  hydrocephalus.  As  a group,  the  pa- 
tients with  adult  aqueductal  stenosis  are  younger. 
The  similarities  of  these  two  syndromes  of  occult 
hydrocephalus  have  been  discussed  as  to  clinical 
features  and  mechanism.6 

The  non-invasive  neurological  tests  including 
skull  films,  electroenchalography,  echoencephalog- 
raphy,  and  brain  scanning  might  provide  clues  as  to 
diagnosis,  and  may  indicate  the  need  for  further 
evaluation  in  the  patient  with  minimal  neurological 
signs  and  no  papilledema.  Unfortunately,  these 
studies  are  not  diagnostic  of  aqueductal  stenosis. 
Skull  x-rays  may  suggest  increased  intracranial 
pressure  by  demonstrating  erosion  of  the  dorsum 
sellae  or  prominent  convulutional  markings.  More 
specific  changes  of  the  sellae  turcica  correlating 
with  a dilated  third  ventricle  have  been  de- 
scribed.412 A small  posterior  fossa  might  lend  more 
support  to  the  possibility  of  aqueductal  stenosis.4 
EEG  may  be  normal,  show  focal  spikes,  or  reveal 
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diffuse  or  projected  slow  activity.7  Echoence- 
phalogram  may  show  a dilated  third  ventricle,  al- 
though difficulties  in  interpretation  may  he  consid- 
erably increased  in  the  presence  of  hydrocephalus.4 
Brain  scan  is  helpful  in  excluding  tumor,  and  the 
flow  study  might  suggest  enlarged  lateral  ventricles. 

If  any  of  the  non-invasive  tests  are  definitely  ab- 
normal, considerable  benefit  is  derived  since  further 
evaluation  to  include  contrast  studies  is  more 
clearly  indicated.  This  is  of  great  importance  if  the 
patient  under  consideration  does  not  have  papil- 
ledema and  shows  minimal  neurological  signs. 
Computerized  axial  tomography  promises  to  pro- 
vide a more  diagnostic,  non-invasive  technique. 
Ventricular  size  can  readily  be  determined  by  this 
technique,  and  aqueductal  stenosis  might  fall  within 
the  diagnostic  limits.  Contrast  studies  will,  how- 
ever. no  doubt  still  be  needed  for  confirmation  and 
definition  of  the  aqueductal  architecture  and 
dynamics. 

The  arteriographic  features  of  an  enlarged  ven- 
tricular system  are  well  known  and  well 
described.12  Most  helpful  are  the  large  sweep  of 
pericallosal  artery  on  the  lateral  views,  and  outward 
bowing  and  lateral  displacement  of  the  thalmos- 
triate  vein  on  the  anteroposterior  views.  Specific 
angiographic  features  of  the  aqueductal  stenosis 
have  been  delineated. 3 Characteristic  changes  in  the 
course  of  the  precentral  cerebellar  vein  and  of 
branches  of  the  superior  cerebellar  artery  occur. 
The  authors  admit  that  although  the  angiographic 
changes  are  characteristic,  air  contrast  studies  are 
necessary  to  exclude  neoplasm. 

Combined  ventriculography  and  pneumography 
via  the  lumbar  route  are  the  definitive  diagnostic 
procedures  in  establishing  the  presence  of  aqueduc- 
tal stenosis.12  Ventriculography  defines  the  lateral 
ventricles,  third  ventricle  and  rostral  part  of  the 
aqueduct.  Pneumography  by  the  lumbar  route  dem- 
onstrates the  cisterns,  fourth  ventricle,  and  hope- 
fully the  caudal  part  of  the  aqueduct.  Pantopaque 
ventriculography  may  be  employed  as  a primary  or 
supplementary  procedure.4912  Various  types  of 
aqueductal  configurations  have  been  described,  but 
would  seem  to  have  little  pathological  or  therapeutic 
implication  other  than  the  exclusion  of  tumor. 

Early  treatments  of  aqueductal  stenosis  were  in 
general  unsatisfactory  and  included  passage  of  a 
tube  from  the  fourth  ventricle  through  the  aqueduct 
to  the  third  ventricle,  cerebellar  decompression, 
subtemporal  decompression,  and  various  types  of 
third  ventriculostomies/'  A significant  advance  in 
therapy  occurred  when  Torkildsen  introduced  a 
technique  in  which  an  alternate  route  forCSF  flow 
was  established  by  passing  catheter  from  one  lateral 
ventricle  via  a subgaleal  tunnel  over  the  occiput  to 
the  cistema  magna.13  Torkildsen's  ventriculocis- 


ternostomy is  still  in  use  today,  and  is  the  preferred 
technique  by  some.  9 "More  recently,  ventriculo- 
atrial shunting  has  been  advocated.4  Downward 
displacement  of  the  third  ventricle  and  brain  stem 
are  hypothesized  as  causing  changes  in  the  cisterns 
impairing  the  circulation  ofCSF  from  the  cisterna 
magna  to  the  convexity  of  the  hemispheres.  Thus, 
ventriculocisternal  shunting  may  not  provide  com- 
plete relief  ofCSF  obstruction.  C riteria  for  selection 
of  the  best  procedure  have  been  proposed,4  but  are 
yet  to  be  of  established  value. 

Prognosis  with  modern  treatment  is  favorable.79 
The  majority  of  adults  with  aqueductal  stenosis  im- 
prove after  a shunting  procedure.  Many  patients  are 
able  to  return  to  work.7  Visual  impairment  second- 
ary to  chronic  papilledema  or  optic  atrophy,  and 
seizures,  if  present,  may  persist.  9 Headache,  men- 
tal symptoms,  gait  disturbance,  and  urinary  incon- 
tinence usually  abate. 

Summary 

A case  of  adult-onset  aqueductal  stenosis  is  pre- 
sented. The  clinical  features  and  the  relevant 
laboratory  tests  are  reviewed.  The  diagnostic  limita- 
tions of  both  the  clinical  findings  and  the  non- 
invasive  laboratory  procedures  are  emphasized. 
Computerized  axial  tomography  is  predicted  to  be 
of  considerable  value  in  diagnosis.  Definitive  con- 
trast studies  and  treatment  are  also  discussed. 
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Summary  of  Proceedings,  Interim  Meeting 

M.M.A.  HOUSE  OF  DELEGATES,  APRIL  12,  1975  AT  WATERVILLE,  MAINE 


The  Interim  Meeting  of  the  M.M.A.  House  of 
Delegates  was  held  at  Thayer  Hospital  in  Water- 
ville,  Maine  on  Saturday,  April  12,  1975  with  an  at- 
tendance of  47  delegates  and  alternates  and  eight 
guests.  John  B.  Madigan,  M.D.,  President  of  the 
M.M.A.,  called  the  meeting  to  order,  and  George 
W.  Bostwick,  M.D.,  Speaker  of  the  House,  pre- 
sided. Washington  and  Hancock  Counties  were  not 
represented  at  this  meeting. 

1 . Financial  Statement  of  Income  and  Expendi- 
ture for  1974  and  Budget  Proposed  for  1976  was  pre- 
sented by  Dr.  Richard  C.  Leek,  Chairman  of  the 
Budget  Committee.  Final  action  on  the  proposed 
budget,  and  the  proposed  increase  in  dues  for  1976 
will  take  place  at  the  annual  meeting  of  the  House 
of  Delegates  on  Saturday,  June  14,  1975  at  the 
Treadway-Samoset  Resort  in  Rockport. 

2.  The  preliminary  report  of  the  Committee  on 
Nominations  was  presented  by  the  committee  chair- 
man, Dr.  Paul  A.  Fichtner.  The  report  consisted  of 
nominees  for  vacancies  on  the  standing  committees, 
and  two  nominees  for  the  office  of  M.M.A.  Presi- 
dent-elect, AMA  Delegate,  AMA  Alternate  Dele- 
gate, and  for  each  position  to  be  filled  on  the 
M.M.A.  Executive  Committee  (this  year.  Districts 
2,  4 and  9).  A brief  biographical  sketch  of  each  officer 
nominee  was  sent  to  members  of  the  House  of  Dele- 
gates. 

Final  vote  on  the  report  of  the  Committee  on 
Nominations  will  take  place  at  the  second  session  of 
the  House  of  Delegates  on  Sunday,  June  15,  1975. 

Dr.  Fichtner  further  stated  that  the  Proposed 
Changes  in  the  Bylaws,  to  be  voted  on  in  June,  will 
eliminate  the  necessity  of  having  2 nominees  for 
each  officer  vacancy,  and  the  situation  of  “one 
running  against  the  other.” 

3.  Committee  Reports: 

a)  Continuing  Education  — Dr.  Floyd  Goffin, 
member,  was  present  to  answer  questions  about  the 
CME  budget,  which  was  presented  to  the  delegates 
at  the  Fall  Meeting  of  the  House  of  Delegates,  ask- 
ing for  a decision  on  whether  or  not  to  pay  for  physi- 
cian time  spent  in  surveying  for  accreditation  and 
source  of  funds  for  same.  A motion  was  made  to 
approve  alternative  #1,  to  pay  “physician  time  at 
$150  a day,  and  $200  for  the  team  chairman,  based 


on  the  assumption  that  he  will  spend  an  additional 
several  hours  preparing  the  survey  team  report.” 
This  was  narrowly  defeated.  Several  possible  alter- 
natives were  discussed,  and  another  motion  was 
made  that  “members  serving  on  survey  teams  be 
reimbursed  for  their  expenses  and  for  time  spent, 
with  the  provision  that  monies  for  this  be  obtained 
from  the  survey  hospital,  or  any  other  source  such 
as  the  Board  of  Registration  of  Medicine  in  Maine, 
insofar  as  possible.”  This  was  approved. 

b)  C are  of  the  Disadvantaged  — A printed  report 
from  the  Chairman,  John  J.  Pearson,  M.D.,  was 
given  to  each  delegate,  and  it  was  accepted. 

c)  Diabetes  — A printed  report  from  the  chair- 
man, Melvin  Bacon,  M.D.,  was  given  to  each  dele- 
gate, and  it  was  accepted. 

d)  Legislation  — The  chairman.  BrintonT.  Dar- 
lington, M.D.,  reported  that  thus  far  this  session. 

1 20  health-related  bills  have  been  printed.  He  briefly 
reviewed  the  status  of  the  more  important  ones  — 
Medical  School  for  Maine,  a bill  to  authorize  the 
transfer  of  Board  of  Registration  of  Medicine  funds 
for  education,  and  the  Optometrist  bill. 

e)  Mental  Health  — John  A.  Ordway,  M.D., 
Chairman,  asked  for  the  M.M.A.  to  give  its  support 
of  a position  paper  of  the  Council  of  the  Maine 
Psychiatric  Association  (dated  2/28/75)  in  order  that 
the  statement  can  be  presented  to  the  American 
Psychiatric  Association  in  May.  Because  of  the 
time  factor,  the  delegates  approved  the  temporary 
suspension  of  the  Rules  of  Order  to  act  on  this,  and 
voted  to  support  the  position  paper  which  reads: 

“Psychologists  and  psychiatrists  have  a very 
different  type  of  training.  One  of  the  main  dif- 
ferences is  that  the  psychologist  has  no  medical 
training. 

“In  general,  people  who  suffer  from  mental 
disease  do  so  for  many  reasons,  but  essentially 
the  reasons  can  be  classified  into  two  main  cate- 
gories: those  people  who  become  mentally  ill  for 
emotional  reasons  and  those  who  suffer  from 
some  physical  imbalance  that  causes  them  to 
have  mental  disease.  It  is  also  true  that  many 
purely  physical  diseases  have  many  aspects  that 
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appear  to  he  purely  emotional  hut  in  reality  are 
completely  physically  based.  Mental  disease  that 
is  purely  emotionally  based  can  also  ape  physical 
disease. 

“Because  psychologists  lack  a medical  back- 
ground. they  are  unable  to  make  medical  diag- 
noses. As  a result,  they  often  will  unknowingly 
treat  people  with  counseling  who  are  badly  in 
need  of  medical  therapy.  This  results  in  unneces- 
sary danger  to  the  patient.  Only  M.D.s  and  D.O.s 
are  trained  to  make  medical  judgments  and  proper 
diagnoses.  Proper  treatment  cannot  be  under- 
taken without  a proper  diagnoses. 

“Many  purely  emotional  illnesses  are  often 
best  treated  by  the  use  of  drugs  and  other  phys- 
ical treatments.  Psychologists  are  not  trained  in 
this  area  and  will  often  fail  to  ask  for  help  from 
medically  trained  individuals  because  they  are 
unaware  that  such  therapy  is  available.  This  may 
result  in  much  unnecessary  suffering. 

“For  the  above  reasons  the  Maine  Psychiatric 
Association  strongly  recommends  that  psycholo- 
gists should  only  be  allowed  to  treat  mental  dis- 
ease after  a definite  diagnosis  has  been  made  by  a 
physician  and  that  all  psychologists  must  consult 
with  a psychiatrist  in  regard  to  these  patients." 

4.  The  Executive  Committee,  as  instructed  at  the 
last  House  ofDelegates'  meeting,  reported  back  on 
the  following: 

a)  Report  of  the  Committee  on  Care  of  the  Dis- 
advantaged, 12/14/74  — The  Exec.  Comm,  reviewed 
this  report  at  its  2/1/75  meeting  and  accepted  it  for 
informational  purposes.  A motion  was  made  and  ap- 
proved that  the  Committee  on  Care  of  the  Dis- 
advantaged, in  concert  w ith  Medical  Care  Develop- 
ment, Inc.,  prepare  a grant  application,  if  feasible, 
and  the  Executive  Committee  would  be  happy  to 
consider  the  application. 

b)  Cumberland  County  Medical  Society  Resolu- 
tion re  proportionate  representation  of  membership 
on  the  Committee  on  Health  Care  Financing  — The 
Exec.  Comm,  discussed  this  at  its  2/1/75  meeting, 
and  agreed  that  this  would  necessitate  a change  in 
the  bylaws.  If  Cumberland  County  so  wishes,  they 
may  propose  such  a change  to  the  House  ofDele- 
gates. 

5.  Rules  of  Order  for  the  House  of  Delegates  (copy 
sent  to  all  delegates  on  4/1/75)  — The  Rules  of  Order, 
as  printed,  we  adopted  and  are  now  in  force. 

6.  Area  Designation  for  the  Health  Planning  Law 

— Dr.  Manu  Chatterjee,  Program  Coordinator  for 
Maine's  Regional  Medical  Program,  was  present  to 
explain  this  new  Law  which  will  combine  Compre- 


hensive Health  Planning  Agencies,  Regional  Med- 
ical Programs,  and  experimental  delivery  care  sys- 
tems all  into  one.  He  stressed  that  this  is  extremely 
important  legislation.  The  Governor  will  be  recom- 
mending how  many  health  service  areas  there 
should  be  in  the  State,  and  the  M.M.A.  is  being 
asked  for  their  opinion  so  that  it  may  be  transmitted 
to  the  Governor.  Meetings  have  recently  been  held 
around  the  State  to  allow  for  discussion  of  the  area 
designations.  Arguments  for  one,  or  more  than  one 
area  were  discussed  by  the  delegates,  and  Dr.  Chat- 
terjee explained  the  definition  of  an  area.  This  A. M. 
the  ExecutiveCommittee  discussed  the  AreaDesig- 
nation  with  Dr.  Chatterjee  and  voted  to  recommend 
to  the  House  that  they  vote  in  favor  of  one  area  for 
the  entire  State.  Dr.  Richard  Swengel  made  a mo- 
tion that  the  House  ofDelegates  of  the  M.M.A.  re- 
affirm the  statement  of  the  Executive  Committee 
that  the  State  of  Maine  be  designated  as  one  area, 
under  the  Health  Planning  Law.  This  was  carried. 

7.  Report  of  the  Bylaws  Committee  — Dr.  George 
Bostwick,  Chairman,  briefly  reviewed  the  proposed 
amendments  (copy  sent  to  all  members  of  the 
M.M.A.  on  4/7/75)  and  asked  that  the  report  be 
studied  and  discussed  at  the  county  society  meet- 
ings, and  that  the  delegates  bring  in  recommenda- 
tions for  action  on  the  changes  in  June. 

8.  Report  of  AMA  Delegate  — Dr.  Robert  E. 
McAfee  reported  that  no  resolutions  from  the  N.E. 
group  are  expected  this  year.  Major  issues  to  be  dis- 
cussed at  the  AMA  Convention  this  year  are  the 
malpractice  situation.  PSRO  and  the  AMA's  finan- 
cial status.  If  any  member  has  specific  instructions 
for  the  AMA  Delegate,  please  get  in  touch  directly 
with  Dr.  McAfee,  or  with  Dr.  Brinton  T.  Darling- 
ton. AMA  Alternate  Delegate. 

9.  Resolution  from  York  County,  asking  “that 
the  M.M.A.  issue  a legislative  newsletter  at  appro- 
priate intervals  to  keep  its  members  informed  of 
State  or  Federal  legislation  that  may  affect  the  prac- 
tice of  medicine  in  this  State"  was  read.  Dr.  Bost- 
wick said  it  could  not  be  acted  upon  because  the 
Executive  Committee  determined  that  implemen- 
tation of  this  would  be  very  expensive,  and  the  reso- 
lution did  not  carry  with  it  the  necessary  fiscal  tag 
and  source  of  funds.  The  possibility  of  printing  a 
newsletter  and  eliminating  the  Journal,  or  alternat- 
ing a newsletter  with  an  issue  of  the  Journal,  was  dis- 
cussed at  some  length.  It  was  pointed  out  that  a 
weekly  report  from  the  M.M.A.  legislative  counsel 
is  now  sent  out  to  the  Executive  Committee,  Legis- 
lative and  Government  Health  Activities  Com- 
mittees, Secretaries  and  Presidents  of  the  county 
medical  societies,  and  selected  others.  This  is  ex- 
pensive and  time-consuming  and  the  suggestion  was 
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made  that  if  additional  members  were  interested  in 
receiving  this  weekly  report,  they  send  in  $10  and 
be  put  on  a subscription  list.  A motion  was  made 
that  this  resolution  be  referred  to  the  Executive 
Committee  for  study  and  recommendations,  and 
this  was  approved. 

10.  Other  — 

a)  Medical  School  for  Maine  — Dr.  Charles  Han- 
nigan  of  Lewiston  handed  out  to  each  delegate  an 
“Historical  Perspective  on  Medical  School  Edu- 
cation in  Maine”  and  a “University  of  Maine 
School  of  Medicine  Proposed  Budget  Summary-.” 
He  briefly  reviewed  the  “history”  for  the  delegates 
and  strongly  urged  physicians  and  their  patients  to 
write  to  members  of  the  Joint  Education  Committee 
of  Legislature  in  support  of  the  bill.  Names,  ad- 
dresses and  telephone  numbers  of  these  committee 
members  were  given  to  all  the  delegates. 

b)  A questionnaire  being  prepared  by  the  State 
Comprehensive  Health  Planning  Agency,  to  be 
used  in  generating  a “Directory  of  Primary  Care 
Physicians  and  Dentists  in  Maine”  was  brought  to  the 
delegates’  attention,  as  was  decided  at  the  Exec. 
Comm,  meeting  this  morning.  The  merits  of  such  a 
questionnaire  were  discussed  at  length,  and  because 
of  the  many  objections  to  some  of  the  questions, 
Dr.  Madigan  suggested  that  the  questionnaire  be 
studied  for  suggested  amendments.  Dr.  Floyd  B. 
Goffin,  Consultant  for  Medical  Affairs  for  SCHPA, 
who  is  working  on  the  questionnaire,  was  agreeable 
to  this  approach. 

c)  Dr.  Madigan  spoke  to  the  delegates  re  his 
concern  over  many  matters  confronting  the  medical 
profession  and  stated  that  the  Executive  Commit- 
tee had  a special  session  last  night,  in  addition  to  to- 
day’s regularly  scheduled  meeting,  to  discuss  some 
of  these  concerns  such  as  malpractice  insurance, 
and  bargaining  unions.  He  reported  that  the  Cali- 
fornia Medical  Association  recently  unanimously 
approved  a commission  to  study  the  possibility  of 
becoming  a bargaining  agent.  The  M.M.A.  Execu- 
tive Committee  discussed  the  possibility  of  a Guild 
of  Physicians  in  Maine  to  have  more  clout,  at  least 
politically.  There  is  an  excellent  speaker  who  is 
willing  to  come  to  Maine  to  speak  about  unionism, 
and  Dr.  Madigan  may  ask  him  to  speak  at  our 
Annual  Session  in  June. 

Regarding  malpractice  insurance,  Dr.  Madigan 
reported  that  he  and  Dr.  Francis  Kittredge  of 
Bangor  attended  a session  in  Washington  on  this 
problem,  then  met  in  Augusta  with  the  Insurance 
Supt.  of  Maine,  and  our  legislative  counsel,  to  dis- 
cuss plans.  While  we  can’t  control  the  cost  of  mal- 
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Balanced  high  potency 
vitamin  B-complex  and 
500  ma  vitamin  C 

Virtually  no  odor  or 
aftertaste 
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Please  see  complete  product  informa- 
tion, a summary  of  which  follows: 
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Riboflavin  (Vitamin  B2) 15  mg 

Pyridoxine  HCI  (Vitamin  Be) 5 mg 

Niacinamide 100  mg 

Calcium  pantothenate 20  mg 

Cyanocobalamin (Vitamin  B, 2) . . 5 meg 

Folic  acid 0.5  mg 

Ascorbic  acid  (Vitamin  C) 500  mg 


Indications:  Nutritional  supplementation 
in  conditions  in  which  water-soluble  vita- 
mins are  required  prophylactically  or 
therapeutically. 

Warning:  Not  intended  for  treatment  of 
pernicious  anemia  or  other  primary  or 
secondary  anemias.  Neurologic  involve- 
ment may  develop  or  progress,  despite 
temporary  remission  of  anemia,  in 
patients  with  pernicious  anemia  who 
receive  more  than  0.1  mg  of  folic  acid 
per  day  and  who  are  inadequately 
treated  with  vitamin  B,2. 

Dosage:  1 or  2 tablets  daily,  as  indicated 
by  clinical  need. 

Available:  In  bottles  of  100  and  500. 
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The  silent  disorder: 
Vitamin  deficiency  in  the 
postoperative  patient 


Silent— but 
often  present  in 
subclinical  form. 

Following  major  surgery, 
there  is  often  a deficiency  of  the  B- 
complex  vitamins.  Vitamin  C may  also 
become  depleted  as  a result  of  its  height- 
ened utilization.  This  is  happening  at  a time 
when  nutrition  may  be  inadequate  due  to  pain, 
impaired  digestion  and  assimilation,  or  lack  of 
mealtime  cooperation. 

As  soon  as  your  patients  can  take  oral  medication, 
high  potency  Berocca  Tablets  provide  the  balanced 
B-complex  and  500  mg  vitamin  C that  they  need 
for  general  convalescence.  Because  Berocca 
Tablets  are  available  by  Rx  only,  they  help  keep 
vitamin  intake  under  your  control— especially  impor- 
tant when  you  expect  recovery  to  be  prolonged. 

Berocca  Tablets  are  not  intended  for  treatment  of 
pernicious  anemia  or  any  other  anemia. 


To  overcome  the  B and  C deficit 


Please  see  facing  page  for  summary  of  product  information. 


Drug  Therapy  Reviews 


Russell  R.  Miller,  Pharm.D.,  Ph.D.  and 
David  J.  Greenblatt.  M.D.,  Editors 


The  Clinical  Use  of  Potassium  Supplements 

David  H.  Lawson,  M.D.,  MRCP 


Potassium  chloride  is  widely  used  in  hospital 
practice.  Some  30%  of  medical  inpatients  receive 
this  drug  either  prophylactically  or  for  the  correc- 
tion of  hypokalemia.1,2  It  may  be  administered 
parenterally  or  orally.  The  parenteral  route  is  usu- 
ally used  when  intravenous  fluids  are  required,  al- 
though this  route  may  also  be  indicated  in  the  rapid 
correction  of  severe  hypokalemia  following  excess 
loss  of  potassium-containing  fluids  from  the  gas- 
trointestinal or  urinary  tracts.  Either  the  parenteral 
or  oral  route  can  be  used  to  treat  hypokalemia  aris- 
ing as  a result  of  therapy  with  diuretics,3-4  insulin,5 
laxatives,6  or  hematinics.7  Oral  potassium  sup- 
plementation may  be  of  value  in  the  elderly,  particu- 
larly those  with  poor  dietary  habits.8 

Measurement  of  Potassium  Status 

The  rational  use  of  potassium  supplements  is 
complicated  by  our  scant  knowledge  of  the  potas- 
sium status  of  individual  patients.  Usually  the  only 
available  parameter  is  the  serum  (or  plasma)  potas- 
sium concentration.  However,  less  than  0.5%  of  the 
total  body  potassium  is  present  in  the  plasma  and 
less  than  3%  is  in  the  extracellular  fluid.  Moreover, 
the  serum  potassium  concentration  in  healthy  adults 
is  kept  relatively  constant  within  12%  of  the  mean, 
whereas  total  body  potassium  may  vary  up  to  60% 
of  the  mean,  depending  upon  the  build  of  the  sub- 
ject. 

As  a result  the  serum  potassium  concentration 
may  be  normal  or  high  in  a patient  with  markedly 
depleted  total  body  potassium  levels.  This  occurs, 
for  example,  in  patients  with  severe  diabetic 
ketoacidosis.  Conversely,  serum  potassium  may  be 
low  in  patients  with  normal  total  body  potassium 
levels,  as  in  some  patients  receiving  long-term 
diuretic  therapy.  Thus,  the  serum  potassium  con- 
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centration  does  not  necessarily  reflect  the  whole 
body  potassium/' 

Potassium  concentrations  alternatively  may  be 
measured  in  erythrocytes,  leukocytes,  or  skeletal 
muscle  cells. 111  Other  indicators  of  potassium  status 
include  the  exchangeable  potassium  levels  meas- 
ured following  injection  of  a radioisotope  of  po- 
tassium. or  the  whole  body  measurement  of  a 
naturally-occurring  potassium  isotope  (4"K).  Unfor- 
tunately, these  measurements  are  expensive,  not 
widely  available,  and  yield  results  which  are  often 
difficult  to  interpret. 

Thus,  the  only  measurement  routinely  available 
to  most  clinicians  is  the  serum  potassium  concentra- 
tion. This  is  unfortunate  but  not  entirely  useless 
since  the  concentration  of  potassium  bathing  the 
myocardial  cells  and,  in  particular,  the  conducting 
tissues  is  of  vital  importance  to  the  normal  function- 
ing of  these  tissues.  Serum  concentrations  of  potas- 
sium below  2.5  mEq/L  or  above  6.5  mEq/L  may 
prove  fatal  irrespective  of  the  total  body  status  at 
the  time.  In  general,  the  risks  of  hypokalemia  are 
less  than  those  of  hyperkalemia,  except  in  patients 
receiving  digitalis  glycosides  in  whom  hypokalemia 
is  potentially  dangerous.11 

Oral  Potassium  Therapy 

The  most  common  preparations  used  as  potas- 
sium supplements  are  those  containing  potassium 
chloride.  This  compound  is  preferable  to  other  po- 
tassium salts  since  chloride  is  required  to  correct  the 
accompanying  alkalosis  and  to  facilitate  com- 
plete correction  of  the  hypokalemia. 12 15  Liquid 
preparations  are  absorbed  directly  from  the 
stomach  and  should  be  prescribed  when  rapid  re- 
placement by  the  oral  route  is  necessary.14  More 
recently  a slow  release  formulation  of  potassium 
chloride  (SIow-K)  has  been  marketed  in  Canada  and 
Europe.  This  preparation  produces  less  upper  gas- 
trointestinal toxicity  and  avoids  the  hazard  of  small 
bowel  ulceration  associated  with  the  use  of  enteric- 
coated  potassium  chloride  tablets.15  The  biologic 
availability  of  potassium  chloride  in  the  form  of 
Slow-K  is  equivalent  to  that  of  potassium  chloride 
elixir.16 

The  normal  daily  dietary  intake  of  potassium  is 
approximately  80  to  100  mEq.  Slow-K  tablets  con- 
tain approximately  8 mEq  of  potassium;  therefore. 
10  Slow-K  tablets  are  required  to  provide  80  mEq  of 
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potassium.  Such  large  quantities  are  not  usually 
needed  to  prevent  potassium  depletion.  A more 
usual  dose  is  24-48  mEq/day  (I  or  2 tablets  three 
times  a day).  On  the  other  hand,  doses  in  excess  of 
80  mEq/day  may  be  required  to  correct  hypo- 
kalemia. Under  these  circumstances  10/f  potassium 
chloride  elixir  may  prove  more  effective  than 
Slow-k  tablets,  largely  because  of  its  rapid  absorp- 
tion from  the  stomach.  Nevertheless,  daily  doses  of 
liquid  potassium  chloride  in  excess  of  100  mHq 
should  be  administered  with  caution  because  of  the 
possibility  of  hyperkalemia  and  gastrointestinal 
disturbances.2 

It  is  usually  assumed  that  because  the  commonly 
used  diuretics  such  as  thiazides,  furosemide,  and 
ethacrynic  acid  increase  urinary  potassium  excre- 
tion. potassium  supplementation  is  necessary  and 
harmless.  This  assumption  is  receiving  increasing 
scrutiny.  Several  investigators  have  reported  that 
long-term  antihypertensive  therapy  with  diuretics 
may  reduce  the  serum  potassium  concentration,  blit 
usually  only  to  concentrations  above  3.3  mEq/L.1  14 
It  is  not  established  whether  such  patients  require 
long-term  potassium  supplementation.  Schwartz 
and  Swartz2"  found  that  patients  with  thiazide- 
induced  hypokalemia  require  60  mEq  of  potassium 
per  day  to  correct  the  deficit.  Nevertheless,  the 
mean  potassium  concentration  in  their  "hypo- 
kalemic'' patients  was  3.8  mEq/L  — within  the 
usual  normal  range.  They  also  found  that  the  urinary 
excretion  of  potassium  increased  w ith  the  amount  of 
potassium  consumed.  Their  data  did  not  indicate 
that  potassium  supplements  were  either  being  re- 
tained or  even  were  necessary. 

There  are  few  studies  of  total  body  potassium 
levels  during  long-term  diuretic  therapy  of  edema. 
The  limited  data  suggest  that  not  all  subjects  will 
retain  the  administered  potassium.21  but  further 
studies  are  needed  before  definitive  conclusions  can 
be  draw  n. 

Most  practicing  physicians  prescribe  additions  of 
40  to  50  mEq  of  potassium  to  the  daily  diet  of  pa- 
tients taking  potassium-losing  diuretics,  irrespec- 
tive of  the  indication  for  the  diuretics.  However, 
many  such  patients  do  not  need  additional  potas- 
sium. and  in  some  it  may  be  harmful.  As  an  alterna- 
tive to  potassium  supplements,  some  have  adopted 
the  concurrent  use  of  potassium-retaining  diuretics, 
such  as  triamterene  or  spironolactone.  The  use  of 
such  drugs  carries  the  hazard  of  hyperkalemia 
particularly  when  potassium  supplements  are 
coadministered.22 

Intravenous  Potassium  Therapy 

In  patients  with  normal  renal  function,  potassium 
chloride  is  commonly  added  to  infusion  bottles  in  a 
concentration  of 40  mEq/L.  Infusion  rates  generally 
should  not  exceed  10  mEq  per  hour  or  120  mEq  per 


day.  Potassium  chloride  should  not  be  added  to 
certain  fluids  such  as  mannitol,  blood  or  blood  prod- 
ucts, and  amino  acid-  or  lipid-containing  solutions 
since  it  may  precipitate  some  of  these  substances 
from  solution  or  cause  lysis  of  infused  red  blood 
cells.  Potassium  chloride  can  be  added  to  most  other 
intravenous  solutions.  Care  is  required  when  mak- 
ing the  addition,  particularly  to  non-rigid  contain- 
ers. If  potassium  is  added  to  an  upright  container, 
pooling  may  take  place  resulting  in  locally  high 
potassium  concentrations.  Infusion  of  such  solu- 
tions has  caused  fatal  hyperkalemia.21"4 

Rapid  potassium  replacement  is  needed  in  certain 
clinical  situations,  such  as  during  the  diuretic  phase 
of  acute  renal  failure,  or  early  in  the  course  of  dia- 
betic ketoacidosis.  Such  patients  are  usually  acid- 
otic,  depleted  of  total  body  potassium,  and 
experiencing  considerable  urinary  loss  of  potas- 
sium. Serum  potassium  levels,  however,  may  be 
misleadingly  normal  or  even  high  because  of  the 
systemic  acidosis.  To  prevent  hypokalemia,  rapid 
replacement  of  potassium  is  needed  concurrent  with 
correction  of  acidosis.  Nevertheless,  the  rate  of  in- 
fusion should  not  be  so  rapid  as  to  produce  hyper- 
kalemia. Repeated  estimations  of  plasma  potassium 
concentrations  are  necessary  in  these  patients,  who 
may  be  given  potassium  in  concentrations  of  40 
mEq/L  in  several  consecutive  liters  of  fluid,25  or  in 
even  higher  concentrations  (up  to  60  to  80  mEq/L) 
for  brief  periods.28  Even  with  adequate  biochemical 
back-up,  the  electrocardiogram  should  be  moni- 
tored in  all  patients  receiving  intravenous  potassium 
at  rates  exceeding  20  mEq  per  hour  for  periods 
exceeding  2 hours.  Peaking  of  the  T-wave  or  loss  of 
R-wave  amplitude  indicates  that  the  rate  of  potas- 
sium infusion  is  excessive  and  should  be  reduced.27 
These  electrocardiographic  changes  must  be  inter- 
preted in  light  of  the  blood  pH  and  should  be  rapidly 
verified  by  measurement  of  serum  potassium 
concentrations.2829 

INTRAPERITONEAL  POTASSIUM  ADMINISTRATION 

Potassium  is  usually  added  in  low  concentrations 
to  peritoneal  dialysis  fluid  in  order  to  correct  hyper- 
kalemia associated  with  renal  insufficiency. 
Peritoneal  dialysis  can  also  be  used  to  treat  severe 
refractory  congestive  cardiac  failure3"  or  acute 
pulmonary  edema.31  In  these  patients  the  dialysate 
potassium  concentration  is  set  at  4 mEq/L.  There  is 
no  reason  why  peritoneal  dialysis  could  not  also  be 
used  to  treat  hypokalemia.  This  might  apply  to  pa- 
tients with  congestive  heart  failure  receiving  di- 
goxin  and  diuretics,  in  whom  digitalis  toxicity  pre- 
cludes oral  potassium  administration,  and  an  in- 
travenous fluid  load  is  undesirable.  Such  patients 
should  respond  to  peritoneal  dialysis  using  "high" 
concentrations  of  potassium  (4  mEq/L  in  the 
dialysis  fluid)  and  alternating  the  dialysis  glucose 
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concentration  (between  levels  of  1 .5  and  5%).  This 
will  result  in  rapid  removal  of  excess  fluid,  correc- 
tion of  the  potassium  deficit,  and  alleviation  of  the 
symptoms  of  digoxin  toxicity. 

Hazards  of  Potassium  Supplements 

In  a recent  review  of  data  from  the  Boston  Col- 
laborative Drug  Surveillance  Program,  almost  6%  of 
4,900  consecutive  recipients  of  potassium  chloride 
experienced  one  or  more  undesired  effects  of  the 
therapy.2  Hyperkalemia  was  the  most  common  ad- 
verse effect;  it  occurred  in  3.6%  of  recipients. 
Hyperkalemia  was  more  common  in  the  elderly,  in 
those  with  pre-existing  uremia,  and  in  those  who 
received  the  drug  both  orally  and  intravenously.  Of 
the  4,900  recipients,  7 died  in  part  as  a result  of 
hyperkalemia;  in  a further  21 , the  serum  potassium 
levels  were  sufficiently  high  to  be  life-threatening. 
Other  side  effects  such  as  gastrointestinal  distur- 
bances occurred  much  less  frequently  and  did  not 
appear  to  be  of  major  significance.  In  another  study 
from  the  same  program,  Greenblatt  and  Koch- 
Weser22  reported  that  hyperkalemia  was  three  times 
more  common  in  spironolactone  recipients  who  also 
received  potassium  chloride  than  in  those  who  did 
not. 

Adverse  reaction  rates  following  Slow-K  ad- 
ministration probably  are  similar  to  those  asso- 
ciated with  liquid  potassium  preparations,  but  no 
adequate  comparative  data  are  available.  Enteric- 
coated  potassium  chloride  tablets  are  more  toxic 
and  are  being  prescribed  less  frequently  because  a 
considerable  number  of  patients  develop  small 
bowel  ulceration  due  to  locally  high  concentrations 
of  potassium.15'16,32,33 

Conclusions 

In  1974  Burchell34  suggested  that  “a  debate  be 
staged  with  the  title:  Resolved:That  more  lives  have 
been  lost  than  saved  by  potassium  therapy  in  the 
past  year  in  American  hospitals.”  Published  data 
from  the  Boston  Collaborative  Drug  Surveillance 
Program  lend  some  support  to  this  notion;  although 
deaths  from  hyperkalemia  attributed  to  potassium 
therapy  have  been  reported,2  22  " no  deaths  from 
diuretic-induced  hypokalemia  have  been  observed. 
Furthermore,  there  is  considerable  variability  in  the 
extent  of  potassium  administration  to  medical  inpa- 
tients, suggesting  that  less  prolific  use  of  these  drugs 
might  result  in  less  toxicity  without  increasing  the 
prevalence  of  hypokalemia. 

The  risk  of  hyperkalemia  during  outpatient  use  is 
unknown,  and  may  be  less  than  the  hazard  ot 
hypokalemia.  Fewer  patients  are  admitted  with 
hyperkalemia  resulting  from  excessive  potassium 
supplementation  than  are  admitted  with  diuretic- 
induced  hypokalemia.  However,  potassium- 
Continued  on  Pope  1 69 
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propantheline  bromide 

Indications:  Pro-BanthTne  is  effective  as 
adjunctive  therapy  in  the  treatment  of  peptic 
ulcer.  Dosage  must  be  adjusted  to  the 
individual. 

Contraindications:  Glaucoma,  obstructive 
disease  of  the  gastrointestinal  tract, 
obstructive  uropathy,  intestinal  atony,  toxic 
megacolon,  hiatal  hernia  associated  with 
reflux  esophagitis,  or  unstable  cardiovascular 
adjustment  in  acute  hemorrhage. 

Warnings:  Patients  with  severe  cardiac 
disease  should  be  given  this  medication 
with  caution.  Fever  and  possibly  heat  stroke 
may  occur  due  to  anhidrosis. 

Overdosage  may  cause  a curare-like  action, 
with  loss  of  voluntary  muscle  control. 

For  such  patients  prompt  and  continuing 
artificial  respiration  should  be  applied  until 
the  drug  effect  has  been  exhausted. 

Diarrhea  in  an  ileostomy  patient  may  indicate 
obstruction,  and  this  possibility  should  be  con- 
sidered before  administering  Pro-BanthTne. 
Precautions:  Since  varying  degrees  of  urinary 
hesitancy  may  be  evidenced  by  elderly  males 
with  prostatic  hypertrophy,  such  patients 
should  be  advised  to  micturate  at  the  time 
of  taking  the  medication. 

Overdosage  should  be  avoided  in  patients 
severely  ill  with  ulcerative  colitis. 

Adverse  Reactions:  Varying  degrees  of 
drying  of  salivary  secretions  may  occur  as 
well  as  mydriasis  and  blurred  vision.  In 
addition  the  following  adverse  reactions  have 
been  reported:  nervousness,  drowsiness, 
dizziness,  insomnia,  headache,  loss  of  the 
sense  of  taste,  nausea,  vomiting,  constipation, 
impotence  and  allergic  dermatitis. 

Dosage  and  Administration:  The 
recommended  daily  dosage  for  adult  oral 
therapy  is  one  15-mg.  tablet  with  meals  and 
two  at  bedtime.  Subsequent  adjustment  to 
the  patient’s  requirements  and  tolerance 
must  be  made. 

How  Supplied:  Pro-BanthTne  is  supplied  as 
tablets  of  15  and  7.5  mg.,  as  prolonged- 
acting  tablets  of  30  mg.  and,  for  parenteral 
use,  as  serum-type  vials  of  30  mg. 
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"Antiacid”  action 
for  ulcer  patients... 


one  of  the  many  things  you 
need  in  an  anticholinergic. 


Pro-BanthTne  is  considered  adjunctive 
in  total  peptic  ulcer  therapy  that  may 
include  diet,  conventional  antacids, 
bed  rest,  and  other  supportive  measures. 
Pro-BanthTne  is  provided  in  several 
different  dosage  forms  which  will  meet 
virtually  any  clinical  need.  It  is  just  as 
versatile  in  filling  patient  needs,  among 
which  are: 

"Antiacid"  action  — Pro-BanthTne® 
(propantheline  bromide)  reduces  gastric 
secretory  volume  and  resting  total  and 
free  acid. 

"Analgesic"  action  — Pro-BanthTne  helps 
to  control  the  acid-spasm-pain  complex. 

Vigorous  anticholinergic  action  — 

Pro-BanthTne®  Vials,  30  mg.,  are  for 
intramuscular  or  intravenous  use  when 
prompt  and  vigorous  anticholinergic 
action  is  required. 

Mild  anticholinergic  action  — 

Pro-BanthTne®  Half  Strength,  7.5  mg. 
tablets,  for  more  exact  adjustment  of 
maintenance  dosage  in  mild  to 
moderate  gastrointestinal  disorders. 
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® Each  capsule  contains  50  mg.  of 

Dyrenium®  ( brand  of  triamterene)  and 
25  mg.  of  hydrochlorothiazide. 


Neither  inconvenient, 
unpalatable,  expensive 
potassium  supplements  nor 
special  K+  rich  diets  are 
needed  as  a rule.  Just 
‘Dyazide’  once  or  twice 
daily  for  control  of  edema. 
Serum  K+  and  BUN  should  be 
checked  periodically 
(see  Warnings  section). 
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Before  prescribing,  see  complete  prescribing  in- 
formation in  SK&F  literature  or  PDR.  The  following 
is  a brief  summary. 


WARNING 

This  fixed  combination  drug  is  not  indicated  for 
initial  therapy  of  edema  or  hypertension.  Edema 
or  hypertension  requires  therapy  titrated  to  the 
individual  patient.  If  the  fixed  combination 
represents  the  dosage  so  determined,  its  use  may 
be  more  convenient  in  patient  management.  The 
treatment  of  hypertension  and  edema  is  not 
static,  but  must  be  reevaluated  as  conditions  in 
each  patient  warrant. 


Indications:  Edema:  That  associated  with  conges- 
tive heart  failure,  cirrhosis  of  the  liver,  the  nephrotic 
syndrome;  steroid-induced  and  idiopathic  edema; 
edema  resistant  to  other  diuretic  therapy.  Mild  to 
moderate  hypertension:  Usefulness  of  the  triam- 
terene component  is  limited  to  its  potassium-sparing 
effect. 

Contraindications:  Pre-existing  elevated  serum 

potassium.  Hypersensitivity  to  either  component. 
Continued  use  in  progressive  renal  or  hepatic  dys- 
function or  developing  hyperkalemia. 

Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia  devel- 
ops or  dietary  potassium  intake  is  markedly  impaired. 
Enteric-coated  potassium  salts  may  cause  small 
bowel  stenosis  with  or  without  ulceration.  Hyper- 
kalemia (>5.4  mEq/L)  has  been  reported  in  4 % of 
patients  under  60  years,  in  12%  of  patients  over  60 
years,  and  in  less  than  8%  of  patients  overall.  Rarely, 
cases  have  been  associated  with  cardiac  irregularities. 
Accordingly,  check  serum  potassium  during  therapy, 
particularly  in  patients  with  suspected  or  confirmed 
renal  insufficiency  (e.g.,  elderly  or  diabetics).  If 
hyperkalemia  develops,  substitute  a thiazide  alone. 
If  spironolactone  is  used  concomitantly  with 
’Dyazide’,  check  serum  potassium  frequently  — 


both  can  cause  potassium  retention  and  sometimes 
hyperkalemia.  Two  deaths  have  been  reported  in 
patients  on  such  combined  therapy  (in  one,  recom- 
mended dosage  was  exceeded;  in  the  other,  serum 
electrolytes  were  not  properly  monitored).  Observe 
patients  on  'Dyazide’  regularly  for  possible  blood 
dyscrasias,  liver  damage  or  other  idiosyncratic  reac- 
tions. Blood  dyscrasias  have  been  reported  in  pa- 
tients receiving  Dyrenium  (triamterene,  SK&F). 
Rarely,  leukopenia,  thrombocytopenia,  agranulo- 
cytosis, and  aplastic  anemia  have  been  reported 
with  the  thiazides.  Watch  for  signs  of  impending  coma 
in  acutely  ill  cirrhotics.  Thiazides  are  reported  to  cross 
the  placental  barrier  and  appear  in  breast  milk.  This 
may  result  in  fetal  or  neonatal  hyperbilirubinemia, 
thrombocytopenia,  altered  carbohydrate  metab- 
olism and  possibly  other  adverse  reactions  that  have 
occurred  in  the  adult.  When  used  during  pregnancy 
or  in  women  who  might  bear  children,  weigh  potential 
benefits  against  possible  hazards  to  fetus. 
Precautions:  Do  periodic  serum  electrolyte  and  BUN 
determinations.  Do  periodic  hematologic  studies  in 
cirrhotics  with  splenomegaly.  Antihypertensive 
effects  may  be  enhanced  in  postsympathectomy 


patients.  The  following  may  occur:  hyperuricemia 
and  gout,  reversible  nitrogen  retention,  decreasing 
alkali  reserve  with  possible  metabolic  acidosis,  hy- 
perglycemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  patients. 
Concomitant  use  with  antihypertensive  agents  may 
result  in  an  additive  hypotensive  effect.  ‘Dyazide’  in- 
terferes with  fluorescent  measurement  of  quinidine. 
Adverse  Reactions:  Muscle  cramps,  weakness,  dizzi- 
ness, headache,  dry  mouth;  anaphylaxis;  rash, 
urticaria,  photosensitivity,  purpura,  other  derma- 
tological conditions;  nausea  and  vomiting  (may 
indicate  electrolyte  imbalance),  diarrhea,  constipa- 
tion, other  gastrointestinal  disturbances.  Necrotiz- 
ing vasculitis,  paresthesias,  icterus,  pancreatitis, 
xanthopsia  and,  rarely,  allergic  pneumonitis  have 
occurred  with  thiazides  alone. 

Supplied:  Bottles  of  100  capsules;  in  Single  Unit 
Packages  of  100  (intended  for  institutional  use  only). 

SK&F  Co.,  Carolina,  P.R.  00630 

Subsidiary  of  SmithKline  Corporation 


Dyazide’  gets  excess  water  and  salt  out 
and  helps  keep  essential  potassium  in. 


Big  Balanced  Rock,  Chiricahua  Mountains,  Arizona  (approx  1,000  tons) 


3 Found  useful  in  the  management  of  vertigo*  associated  with 
diseases  affecting  the  vestibular  system. 

□ Can  relieve  nausea  and  vomiting  often  associated  with  vertigo* 

□ Usual  adult  dosage  for  Antivert/25  for  vertigo:*  one  tablet  t.i.d. 

□ Also  available  as  Antivert  (meclizine  HQ)  12.5  mg.  scored 
tablets,  for  dosage  convenience  and  flexibility. 

□ Antivert/25  (meclizine  HC1)  25  mg.  Cheivable  Tablets  for 
nausea,  vomiting  and  dizziness  associated  with  motion  sickness. 
BRIEF  SUMMARY  OF  PRESCRIBING  INFORMATION 


‘INDICATIONS.  Based  on  a review  of  this  drug  by  the  National  Academy  of 
Sciences  National  Research  Council  and/or  other  information,  FDA  has  classified 
the  indications  as  follows: 

Effective:  Management  of  nausea  and  vomiting  and  dizziness  associated  with 
motion  sickness. 

Possibly  Effective:  Management  of  vertigo  associated  with  diseases  affecting  the 
vestibular  system. 

Final  classification  of  the  less  than  effective  indications  requires  further 
investigation. 


CONTRAINDICATIONS.  Administration  of  Antivert  (medizine  HQ)  during  preg- 
nancy or  to  women  who  may  become  pregnant  is  contraindicated  in  view  of  the 
teratogenic  effect  of  the  drug  in  rats. 

The  administration  of  medizine  to  pregnant  rats  during  the  12-15  day  of  gestation 
has  produced  cleft  palate  in  the  offspring.  Limited  studies  using  doses  of  over  100  mg./ 
kg./day  in  rabbits  and  10  mg./kg./day  in  pigs  and  monkeys  did  not  show  deft  palate. 
Congeners  of  meclizine  have  caused  deft  palate  in  spedes  other  than  the  rat. 

Meclizine  HC1  is  contraindicated  in  individuals  who  have  shown  a previous  hyper- 
sensitivity to  it. 

WARNINGS.  Since  drowsiness  may,  on  occasion,  occur  with  use  of  this  drug,  patients 
should  be  warned  of  this  possibility  and  cautioned  against  driving  a car  or  operating 
dangerous  machinery. 

Usage  in  Children:  Clinical  studies  establishing  safety  and  effectiveness  in  children 
have  not  been  done;  therefore,  usage  is  not  recommended  in  the  pediatric  age  group. 

Usage  in  Pregnancy .-  See  “Contraindications!’ 

ADVERSE  REACTIONS.  Drowsiness,  dry  mouth  and,  on  rare  occasions,  blurred 
vision  have  been  reported. 

More  detailed  professional  information  available  on 
request. 


Antivert  25 

(meclizine  HC1)  25  mg.Tablets 

for  vertigo* 
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A division  of  Pfizer  Pharmaceuticals 
New  York.  New  York  10017 


PAIN  RELIEF 
FOR  THE  MAJORITY 


NO-4"for  pain  intensity  below  the  need  for  injectables 

As  a rOle,  only  pain  that  requires  morphine  is  beyond  the  scope 
of  Empirin®  Compound  with  Codeine  No.  4.  That’s  because  it 
delivers  a full  grain  of  codeine.  (In  the  preferred  phosphate 
form.)  Its  antitussive  action  is  particularly  appreciated  by 
patients  with  fractured  ribs,  and  following  chest  or  abdominal 
surgery.  Its  low  addiction  liability  is  a bonus. for  all  patients  who 
require  potent  analgesia. 

NO.3” for  almost  all  other  kinds  of  lesser  pain  ^ 

Most  other  kinds  of  lesser  pain  respond  to  Empirin  Compound 
with  Codeine  No.  3— whether  musculoskeletal,  neurological, 
soft-tissue  or  visceral.  One  might  say  No.  3 is  an  “all-purpose” 
analgesic - not  too  little,  not  /Burroughs  Wellcome  Co. 

tOO  much.  Just  right  for  your  'ha  / Research  Triangle  Park 
out-patients  in  these  categories.  Wellcome  / North  Carolina  27709 


Wherever  it  hurts 

PIRIN  COMPOUND  C CODEINE 


No. 3,  codeine  phosphate*(32.4  mg)gr%  • No. 4,  codeine  phosphate*(64.8  mg)  gr  1 

Warning— may  be  habit-forming.  Each  tablet  also  contains  aspirin  gr  3 '/?,  phenacetin  gr  2'/2,  caffeine  gr  '/>. 


induced  hyperkalemia  may  cause  sudden  fatal  ar- 
rhythmias which  could  preclude  hospitalization  of 
such  patients. 

Uncritical  use  of  potassium  chloride  unfortu- 
nately has  become  commonplace.  Increasing  rec- 
ognition of  the  potential  hazards  of  potassium  indi- 
cates a need  for  a more  rational  approach  to  potas- 
sium therapy.  Great  care  is  required  in  the  use  of 
intravenous  potassium,  particularly  when  it  is 
added  to  non-rigid  infusion  sets.  When  large  quan- 
tities must  be  given  parenterally,  and  intravenous 
fluids  are  contraindicated,  potassium  replacement 
by  the  intraperitoneal  route  during  peritoneal 
dialysis  seems  to  be  a reasonable  alternative  which 
deserves  further  study. 

Oral  potassium  supplementation  may  not  be  re- 
quired in  all  patients  who  receive  diuretic  therapy, 
providing  adequate  dietary  intake  is  established. 
Potassium  supplements  are  needed  most  by  patients 
receiving  long-term  therapy  with  potassium-losing 
diuretics  who  are  also  receiving  digoxin  or  have 
established  liver  disease.  In  general,  potassium 
chloride  should  be  given  orally  for  prophylaxis 
against  potassium  depletion  and  for  the  treatment  of 
hypokalemia  unless  the  latter  is  severe  (serum  con- 
centration of  less  than  2.5  mEq/L),  of  recent  onset, 
or  associated  with  severe  gastrointestinal  distur- 
bances. 
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THE  ROLE  OF  THE  PHYSICIAN’S  ASSISTANT 

Richard  H.  Willard* 


An  ancient  sage  was  once  asked  by  a troubled 
young  man  who  wanted  to  plan  for  his  future,  “In 
these  changing  times,  what  can  I rely  upon  to  en- 
dure?” The  sage  furrowed  his  brow,  rested  his  chin 
upon  his  hand,  and  after  much  thought  replied, 
“change.”  He  explained,  “Of  all  things  which  men 
hold  true,  they  may  rely  on  only  change  to  endure.” 

The  medical  profession  has  seen  more  clearly 
than  most  how  accurate  the  sage's  observation  has 
been.  In  the  rapidly  changing  socio-economic  con- 
ditions of  our  times,  the  medical  profession  has 
responded  in  many  ways  to  meet  the  changing  ex- 
pectations placed  on  it.  Perhaps  one  of  the  most 
unique  responses  has  been  the  development  of  the 
highly-trained  Physician’s  Assistant. 

Since  the  first  experimental  Physician’s  Assistant 
program  started  in  1965  at  Duke  University  Medical 
Center,  more  than  1 ,600  P.  A.  ’s  have  graduated  from 
40  American  Medical  Association-approved  courses 
across  the  nation.  More  than  half  are  involved 
in  delivering  primary  health  care  to  rural  areas  such 
as  Maine.  Peter  J.  Leadley,  M.D.,  Director  of  the 
Bureau  of  Health,  Maine  Department  of  Health  and 
Welfare  calls  the  P.A.  program,  “another  example 
of  the  medical  profession  responding  to  the  chal- 
lenge of  extending  quality  health  care  to  more  peo- 
ple in  rural  areas.” 

The  P.A.’s  function  is  to  relieve  much  of 
physician’s  routine  workload  which  does  not  re- 
quire extensive  medical  training.  His  training  en- 
ables him  to: 

1.  Take  patient  histories  and  record  other  pa- 
tient data. 

2.  Carry  out  screening  types  of  routine  and  spe- 
cial examinations. 

3.  Do  assigned  ward  work  of  the  physician. 

4.  Make  hospital  and  nursing  home  rounds  as 
requested  by  the  physician. 

5.  Render  or  assist  in  first  aid  in  the  hospital 
emergency  room  or  elsewhere. 

6.  Order  laboratory  studies,  x-ray  examina- 
tions, etc.,  as  directed  by  the  physician. 


‘Publicity  Representative  I,  Office  of  Information  and  Educa- 
tion, Department  of  Health  and  Welfare. 


Robert  Girard.  Physician's  Assistant,  taking  patient  history. 


7.  Assist  the  surgeon  in  the  operating  room,  cast 
room  and  elsewhere. 

8.  Give  research  assistance  as  outlined  by  the 
physician. 

9.  Supervise  administrative  work  which  may 
require  medical  insight. 

10.  Do  certain  technical  procedures  in  the  ab- 
sence of  a technician. 

1 1 . Conduct  educational  programs  such  as  teach- 
ing aides,  etc. 

12.  Instruct  patients  in  their  home-care  proce- 
dures. 

13.  Carry  out  such  other  clinical  and  research 
procedures  as  the  assistant’s  inate  ability, 
plus  his  education  and  training  permit  to  un- 
dertake under  the  guidance  of  the  physician. 

Hu  C.  Myers,  M.D.  of  the  Broaddus  Hospital  and 
Myers  Clinic  in  West  Virginia,  writing  in  the  Mary- 
land State  Medical  Journal,  estimates  the  P.A.  can 
relieve  the  physician  of  at  least  30%  of  his  routine 
work.  He  says  this  allows  the  doctor  to  direct  more 
of  his  time  and  special  skills  towards  diagnosing  and 
curing  patients. 

Maine  currently  has  21  Physician's  Assistants 
qualified  and  registered  by  the  Maine  Board  of  Med- 
ical Examiners.  Robert  Girard,  at  the  Rumford 


no 
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Robert  Girard.  Physician’s  Assistant,  cutting  away  a leg  cast. 


Removal  of  leg  cast,  a procedure  that  may  be  handled  by  a 
Physician's  Assistant. 


Robert  Girard.  Physician's  Assistant,  assisting  a doctor  with 
minor  surgery  in  the  ER. 


Community  Hospital,  is  one  of  them. 

Girard  had  been  a hospital  corpsman  in  the  Mili- 
tary for  1 1 years  when  he  decided  on  a civilian 
career  as  a P.A.  He  trained  at  the  Dartmouth 
College's  Medical  School,  where  competition  was 
intense.  He  was  one  of  2. 000  applicants  accepted  for 
his  class  of  25. 

Girard  chose  to  pursue  his  career  in  Maine,  as  in 
his  travel  around  the  world,  he  picked  Maine  as  the 
place  he  most  likes,  and  feels  is  the  best  place  to 
raise  his  family.  In  his  choice  of  Maine,  he  is  also 
helping  the  State  with  its  need  for  more  professional 
health  care  providers. 

Statistics  from  the  State  Health  Information  Pro- 
ject, operated  on  a grant  from  the  Maine  Depart- 
ment of  Health  and  Welfare,  show  that  Maine  has  a 
lower  doctor  to  population  ratio  than  the  rest  of  the 
nation.  Nationwide  the  average  number  of  doctors 
servicing  10.000  people  is  11.6.  In  Maine  there  are 
9.8  doctors  for  each  10,000  people,  Vermont  has  a 
ratio  of  15.4  and  New  Hampshire  has  12.1. 


A Physician's  Assistant  assists  the  surgeon  in  the  operating 
room. 


Girard  received  help  in  getting  his  position  in 
Rumford  from  the  MED1HC  (military  experience 
directed  into  Health  Careers)  Program,  a joint  effort 
of  the  Maine  Department  of  Health  and  Welfare  and 
the  Maine  Department  of  Manpower  Affairs.  This 
program  is  aimed  at  encouraging  former  service 
men  and  women  with  medical  training  to  continue  in 
the  medical  field  and  in  Maine.  Girard  heard  of  the 
program  while  still  in  the  service.  When  he  con- 
tacted the  MEDIHC  Program,  through  the  Sanford 
Employment  Office,  his  name  and  qualifications 
were  circulated  around  the  State.  Through  this  help, 
an  interview  was  arranged  with  the  Rumford  Hospi- 
tal, which  needed  someone  with  his  qualifications. 

For  the  past  three  months,  he  has  been  working  at 
the  hospital  to  acquaint  himself  with  the  special 
skills  of  each  doctor  on  the  staff  and  to  familiarize 
himself  with  the  resources  available  at  the  hospital. 

He  is  scheduled  to  work  with  a clinic  soon  to  open 
in  Bethel,  an  area  now  underserved  in  the  health 
field. 
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“The  rural  doctor  is  traditionally  overworked,” 
Girard  observes.  “As  a Physician’s  Assistant  I can 
lighten  his  workload,  making  him  available  to  give 
the  people  the  more  expert  care  they  need.” 

Before  coming  to  Rumford,  he  worked  under  the 
supervision  of  a doctor  in  rural  northeastern  Maine. 
He  found  that  sometimes  a patient’s  problems  were 
emotional  as  well  as  physical.  Because  of  the 
enormous  demand  on  the  Physician's  time,  he  was 
not  always  able  to  get  at  the  root  of  the  problem  and 
had  to  treat  only  the  physical  symptoms.  Girard 
wants  to  become  involved  with  assisting  the  doctor 
to  treat  the  entire  patient.  He  feels  that  his  work  as  a 
supplement  to  the  doctor  will  enable  the  entire  pa- 
tient needs  to  be  more  effectively  treated. 

To  date,  the  Physician's  Assistants  have  been 
accepted  by  patients.  But  patient  acceptance  is  tied 
to  another,  potentially  more  troublesome  problem 
. . . the  possibility  of  malpractice  suits.  This  fear 
had  caused  some  physicians  to  shy  away  from  using 
the  P.A.  in  the  past.  The  latest  signs  indicate  that 
this  is  becoming  less  of  a problem.  The  P.A.  mal- 
practice insurance  is  attached  to  the  doctor’s  policy, 
as  is  that  of  an  office  nurse.  Thus,  the  P.A.  is  liable 
for  his  own  acts,  although  the  ultimate  responsibil- 
ity is  borne  by  the  doctor  who  bears  responsibility 
for  all  services  under  his  practice. 

Physicians  involved  with  P.A.’s  feel  that  they  will 


actually  help  to  reduce  the  number  of  malpractice 
suits  and  the  presence  of  the  P.A.  will  improve  the 
quality  of  health  care. 

To  date,  results  appear  to  sustain  this  viewpoint. 
Last  year,  after  the  Physician's  Assistant  had  been 
in  existence  for  nine  years,  there  were  two  malprac- 
tice suits  filed  against  the  P.A.’s  and  their  sponsor- 
ing physicians  nationwide.  Both  suits  were  dis- 
missed before  reaching  court. 

“One  thing  a Physician’s  Assistant  must  have,” 
Mr.  Girard  stressed,  “is  the  ability  to  know  his  own 
limitations.  When  the  P.A.  finds  something  abnor- 
mal or  something  he  is  unsure  of,  he  brings  it  to  the 
doctor’s  attention.  That’s  what  our  job  is  all  about.” 

The  Maine  MEDIHC  Program,  which  assisted  in 
placing  Robert  Girard  in  Rumford,  has  many  more 
P.A.’s  and  other  people  with  medical  specialties 
ready  to  meet  the  needs  of  Maine  hospitals  and 
communities. 

Robert  Emerson,  MEDIHC  Co-ordinator  for  the 
Maine  Department  of  Manpower  Affairs,  says  he 
has  extensive  listing  of  health  personnel  such  as 
laboratory  technicians,  operating  room  technicians, 
etc.,  available  to  meet  demand.  “Last  year,”  he 
says,  “MEDIHC  also  assisted  in  placing  a hospital 
administrator  in  Southern  Maine.  For  hospitals  and 
clinics  needing  trained  personnel,  help  is  as  far  away 
as  their  nearest  local  employment  office.” 


FROM  THE  SECRETARY'S  NOTEBOOK  — Continued  from  Page  164 


practice  insurance  now,  our  current  course  is  to 
try  to  obtain  insurance  for  all. 

d)  Dr.  Bostwick,  Speaker  of  the  House  of  Dele- 
gates, announced  that  the  following  physicians  will 
be  serving  on  Reference  Committees  for  the  June 
meeting:  Drs.  Raymond  E.  Culver,  Eric  F.  Nicho- 
las, Robert  W.  Agan,  Anthony  J.  Horstman,  Hayes 


G.  Bowne,  Charles  A.  Hannigan,  Jou  S.  Tchao, 
John  A.  Woodcock  and  O.  Thomas  Feagin. 

1 1.  Adjourned  at  5:45  P.M. 


Patricia  A.  Bergeron 
Secret  ary  -T  reasurer,  M .M  .A. 
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Maybe  the  patient’s  self-diagno- 
sis is  right.  He  could  have  hay 
fever.  But  that  bright  red  nasal 
mucosa,  along  with  the  thick  dis- 
charge and  excoriation  around 
the  nares,  strongly  suggests  that 
the  main  problem  is  a cold.  Hay 
fever  or  another  form  of  allergic 
rhinitis  may  or  may  not  he  an 
underlying  factor. 


If  a complete  history  and  ex- 
amination rule  out  allergic  rhini- 
tis, the  long-term  outlook  will  he 
a lot  more  favorable  than  his 
own  “diagnosis”  would  have  in- 
dicated. 

But  right  now,  whether  he’s 
got  allergic  rhinitis  or  a cold,  lie’s 
suffering  from  the  same  irritat- 


ing symptoms  of  drip,  congestion 
and  stuffiness.  Try  Dimetapp 
Extentabs®.  They’re  formulated 
to  relieve  these  symptoms  with- 
out much  chance  of  causing 
drowsiness  or  overstimulation. 
Your  patients  will  appreciate  the 
24-hour  relief  they  can  get  from 
just  one  tablet  every  12  hours. 


Void  or 


AUerffu* 


Whether  it’s  a cold  or  an  allergy,  Dimetapp  Extentabs®  effectively  relieve  stuffiness,  drip  and  congestion. 


INDICATIONS:  Dimetapp  Extentabs  are 
indicated  for  symptomatic  relief  of  aller- 
gic manifestations  of  upper  respiratory 
illnesses,  such  as  the  common  cold,  sea- 
sonal allergies,  sinusitis,  rhinitis,  con- 
junctivitis and  otitis.  In  these  cases  it 
quickly  reduces  inflammatory  edema, 
nasal  congestion  and  excessive  upper 
respiratory  secretions,  thereby  affording 
relief  from  nasal  stuffiness  and  postnasal 
drip. 

CONTRAINDICATIONS:  Hypersensitivity 
to  antihistamines  of  the  same  chemical 
class.  Dimetapp  Extentabs  are  contrain- 
dicated during  pregnancy  and  in  children 
under  12  years  of  age.  Because  of  its  dry- 
ing and  thickening  effect  on  the  lower 
respiratory  secretions,  Dimetapp  is  not 
recommended  in  the  treatment  of  bron- 
chial asthma.  Also,  Dimetapp  Extentabs 
are  contraindicated  in  concurrent  MAO 
inhibitor  therapy. 

WARNINGS:  Use  in  children:  In  infants 


and  children  particularly,  antihistamines 
in  overdosage  may  produce  convulsions 
and  death. 

PRECAUTIONS:  Administer  with  care  to 
patients  with  cardiac  or  peripheral  vascu- 
lar diseases  or  hypertension.  Until  the 
patient’s  response  has  been  determined, 
he  should  be  cautioned  against  engaging 
in  operations  requiring  alertness  such  as 
driving  an  automobile,  operating  ma- 
chinery, etc.  Patients  receiving  antihista- 
mines should  be  warned  against  possible 
additive  effects  with  CNS  depressants 

JJ.jrfiitfabs 

Dimetane®  (brompheniramine  maleate), 

12  mg.;  phenylephrine  HCI,  15  mg.; 
phenylpropanolamine  HCI,  15  mg. 


such  as  alcohol,  hypnotics,  sedatives, 
tranquilizers,  etc. 

ADVERSE  REACTIONS:  Adverse  reac- 
tions to  Dimetapp  Extentabs  may  include 
hypersensitivity  reactions  such  as  rash, 
urticaria,  leukopenia,  agranulocytosis, 
and  thrombocytopenia;  drowsiness,  lassi- 
tude, giddiness,  dryness  of  the  mucous 
membranes,  tightness  of  the  chest,  thick- 
ening of  bronchial  secretions,  urinary 
frequency  and  dysuria,  palpitation,  hypo- 
tension/hypertension, headache,  faint- 
ness, dizziness,  tinnitus,  incoordination, 
visual  disturbances,  mydriasis,  CNS- 
depressant  and  (less  often)  stimulant 
effect,  anorexia,  nausea,  vomiting,  diar- 
rhea, constipation,  and  epigastric  distress. 
HOW  SUPPLIED:  Light  blue  Extentabs  in 
bottles  of  100  and  500. 
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A.  H.  Robins  Company,  Richmond,  Va.  23220 


when  pain  goes  on...  and  on...  and  on 


For  the  patient  with  a terminal  illness,  PAIN  past, 
present,  and  future  can  dominate  his  thoughts 
until  it  becomes  almost  an  obsession.  The  more  he 
is  aware  of  the  pain  he  is  now  experiencing,  the 
more  difficult  it  is  to  erase  his  memory  of  yester- 
day’s pain,  and  to  allay  his  fearful  anticipation 
of  tomorrow’s  pain. 

Surely  the  last  thing  this  patient  needs  is  an 
analgesic  containing  caffeine  to  stimulate  the 
senses  and  heighten  pain  awareness.  A far  more 
logical  choice  is  Phenaphen  with  Codeine.  The 
sensible  formula  provides  V*  grain  of  phenobarbital 
to  take  the  nervous  “edge”  off,  so  the  rest  of  the 
formula  can  help  control  the  pain  more  effectively. 
Don't  you  agree,  Doctor,  that  psychic  distress 
is  an  important  factor  in  most  of  your  terminal 
and  long-term  convalescent  patients? 


the  analgesic  formula  that  calms  instead  of  caffeinates 

Phenaphen 
with  Codeine 


Phenaphen  with  Codeine  No  2.  3.  or  4 contains  Phenobarbital  ('/«  gr).  16  2 mg  (warning 
may  be  habit  forming).  Aspirin  (2%  gr ) 162  0 mq  Phenacetin  (3  gr),  194  0 mg  Codeine 
phosphate.  '/«  gr,  (No  2)  Vi  gr  (No  3)  or  1 gr  (No  4)  (warning  may  be  habit  forming) 
Indications:  Provides  relief  in  severer  grades  of  pain,  on  low  codeine  dosage, 
with  minimal  possibility  of  side  effects  Its  use  frequently  makes  unnecessary 
the  use  of  addicting  narcotics  Contraindications:  Hypersensitivity  to  any  of 
the  components.  Precautions:  As  with  all  phenacetin-containing  products, 
excessive  or  prolonged  use  should  be  avoided  Side  effects:  Side  effects  are 
uncommon,  although  nausea,  constipation  and  drowsiness  may  occur  Dosage: 
Phenaphen  No,  2 and  No,  3—1  or  2 capsules  every  3 to  4 hours  as  needed: 
Phenaphen  No  4 — 1 capsule  every  3 to  4 hours  as  needed  For  further  details 
see  product  literature 

Phenaphen  with  Codeine  is  now  classified  in  Schedule  III.  Controlled  Sub- 
v!!!  stances  Act  of  1970.  Available  on  written  or  oral  prescription  and  may  be 
refilled  5 times  within  6 months,  unless  restricted  by  state  law. 


A H Robins  Company.  Richmond.  Va 
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Maine  Blue  Cross  and  Blue  Shield  News 


10  NEW  BOARD  MEMBERS  ELECTED 

The  election  of  10  new  board  members  and  a vote  to  change  the  board  structure  marked  the  April 
Maine  Blue  Cross  and  Blue  Shield  Annual  Meeting  held  in  Portland. 

Newly  elected  to  represent  subscribers  on  the  Board  were  Doris  D.  karter.  Personnel  Services 
Manager  for  Scott  Paper  Company;  John  Parker,  Controller  of  Bath  Iron  Works;  and  Constantine 
karvonides.  Vice  President  of  Pepperell  Trust  Company.  Re-elected  to  represent  subscribers  on 
the  Board  were  John  W.  Jackson,  Controller  of  the  Hanold  Company,  and  Benjamin  J.  Dorsky, 
President  of  the  Maine  State  Federated  Labor  Council. 

Elected  for  their  first  terms  representing  participating  providers  were  Fletcher  H.  Bingham, 
Ph.D.,  President  of  the  Maine  Hospital  Association,  and  Laurier  T.  Raymond,  Jr.,  a trustee  of  St. 
Mary’s  Hospital.  Re-elected  to  represent  providers  were  Warren  C.  kessler.  Executive  Director  of 
Augusta  General  Hospital;  George  W.  Avery,  Administrator  of  James  A.  Taylor  Osteopathic 
Hospital;  and  Eugene  E.  Loubier,  Administrative  Director  of  Special  Projects  at  the  Maine  Medical 
Center. 

Professionals  elected  for  their  first  terms  representing  their  peers  were  Harold  F.  knuuti,  M.D., 
Belfast;  George  W.  Wood.  Ill,  M.D..  Bangor;  Parker  Mann.  D.M.D.,  Auburn;  Lewis  N.  Esta- 
brooks.  D.M.D.,  South  Portland;  and  John  R.  Davy,  M.D..  Portland.  Re-elected  to  the  Board  was 
Michael  A.  Longo.  D.O.,  Bangor. 

The  Maine  Blue  Cross  and  Blue  Shield  Board,  which  had  numbered  24  with  8 subscriber 
members,  8 hospital  members,  and  8 professional  members,  was  restructured  to  total  3 1 members. 
With  this  change  in  the  corporate  bylaws,  eleven  Board  members  represent  the  subscribing  public, 
five  are  salaried  employees  of  member  providers,  five  non-salaried  board  members  of  member 
providers,  and  ten  are  professionals. 

In  the  reports  of  the  officers  of  the  corporation,  major  expansions  in  benefits,  members,  and 
numbers  of  claims  were  noted  despite  depressed  economic  conditions  in  1974.  Commenting  on  key 
1974  statistics.  Richard  F.  Nellson,  President  of  Maine  Blue  Cross  and  Blue  Shield,  stated  that 
membership  had  exceeded  the  475.000  mark  by  year-end.  and  a total  of  669,879  Blue  Cross  and  Blue 
Shield  claims  amounting  to  $46,207,589  were  submitted  during  1974.  He  also  noted  that  four  major 
benefit  expansions  had  been  put  into  effect  in  1974,  including  the  major  Blue  Cross  out-patient 
hospital  laboratory  pilot  program  instituted  last  fall  to  provide  full  coverage  for  diagnostic  labora- 
tory services  when  indicated  as  being  necessary  by  symptoms  of  illness  or  injury. 

George  Baer  Connard,  Chairman  of  the  Maine  Blue  Cross  and  Blue  Shield  Board  of  Directors, 
explained  in  his  annual  message  that:  “Instead  of  subscribers  dropping  their  coverage  under  trying 
conditions,  we  found  most  subscribers  keeping  it,  seeing  it  as  a necessity  of  life.  It  was  interesting  to 
note  that  fewer  members  cancelled  in  1974,  a year  of  economic  crisis,  than  in  the  previous  year.  In 
fact,  we  actually  experienced  a higher  than  normal  increase  in  enrollment.  Although  not  many 
Maine  Blue  Cross  groups  experienced  heavy  lay-offs,  many  of  those  subscribers  who  found 
themselves  without  group  coverage  switched  to  non-group  contracts.” 

Connard  concluded:  “In  the  face  of  the  myriad  challenges  thrown  up  to  us  in  1974,  we  survived  in 
a healthier  state  than  before.  Economic  turbulence  brought  an  already  financial  responsible  corpo- 
ration into  a more  stringent  belt-tightening  mode,  and  this  effort  will  certainly  be  strengthened 
throughout  1975.  It  was  satisfying  to  know  that  our  planning  efforts,  and  our  programs  to  help  bring 
about  more  efficient  use  of  healthcare  facilities,  were  effective  and  will  guide  us  through  uncertain 
times.  These  efforts  will  continually  be  built  upon  in  1975.” 
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County  Society  Notes 


Penobscot 

The  monthly  meeting  of  the  Penobscot  County  Medical  Soci- 
ety was  held  on  January  21,  1975  at  the  Pilot’s  Grill,  Bangor, 
Maine. 

The  meeting  was  opened  by  the  President,  Dr.  David  M.  Sen- 
senig. 

Mr.  Ralph  Osgood,  a representative  of  Blue  Cross  and  Blue 
Shield  was  present  at  the  meeting  to  discuss  the  new  80  percent 
UCR  contract  which  has  gone  into  effect  this  past  year.  He 
discussed  the  origin  and  background  of  the  80  percent  UCR 
contract  and  the  reasons  for  and  the  basis  upon  which  it  was 
devised.  In  addition  to  his  discussion  concerning  this  plan,  he 
also  discussed  out-patient  benefits  under  Blue  Cross.  Following 
his  presentation,  a question  and  answer  session  followed. 

The  business  portion  of  the  meeting  was  opened  with  the 
reading  of  the  minutes  of  the  December  1974  meeting.  These 
minutes  were  approved  as  read. 

The  application  of  Dr.  Paul  H . LaMarche  was  submitted  to  the 
membership  for  their  consideration  after  first  having  been  re- 
viewed and  approved  by  the  Executive  Council.  The  application 
of  Dr.  LaMarche  was  unanimously  approved. 

A discussion  concerning  the  80  percent  Blue  Cross-Blue  Shield 
contract  was  then  held.  After  a rather  thorough  discussion  of  this 
topic,  a motion  was  made  by  Dr.  Hadley  Parrot,  which  was 
subsequently  seconded  and  passed,  to  request  guidance  and 
recommendations  from  the  Committee  on  Health  Care  Financing 
of  the  Maine  Medical  Association  in  order  that  we  may  formulate 
our  own  position  on  the  80  percent  UCR  contract. 

Dr.  Charles  D.  McEvoy,  Jr.  moved  and  it  was  seconded  and 
passed  that  an  informed  representative,  knowledgeable  in  the 
health  care  in  the  Province  of  Nova  Scotia,  be  invited  to  speak  at 
a future  meeting  of  the  Society  in  order  to  discuss  the  topic  of 
provincial  health  insurance,  and  how  it  is  applied  in  the  Province 
of  Nova  Scotia. 

As  there  was  no  future  business,  the  meeting  was  then  ad- 
journed. 

The  monthly  meeting  of  the  Penobscot  County  Medical  Soci- 
ety was  held  at  the  Red  Lion  Restaurant  in  Bangor,  Maine  on 
February  18,  1975. 

Following  a social  hour  and  dinner,  the  meeting  was  opened  by 
the  President,  Dr.  David  M.  Sensenig. 

The  scientific  portion  of  the  meeting  was  presented  by  Dr. 
Albert  Dibbins,  Pediatric  Surgeon  from  the  Maine  Medical 
Center  in  Portland,  Maine.  His  topic  “New  Approaches  to 
Common  Pediatric  Surgical  Problems”  was  a most  interesting 
presentation  and  discussion  of  numerous  pediatric  problems  re- 
quiring surgical  intervention  for  their  management  and  correc- 
tion. Following  the  presentation  with  Dr.  Dibbins,  a discussion 
and  answer  session  followed.  Following  the  scientific  presenta- 
tion, the  business  portion  of  the  meeting  was  then  begun.  The 
minutes  of  the  January  1975  meeting  were  read  and  approved  as 
amended. 

Under  old  business.  Dr.  Thomas  L.  Watt  made  several  com- 
ments and  observations  regarding  the  Blue  Cross-Blue  Shield  80 
percent  UCR  contract.  Dr.  Watt  raised  several  questions  about 
this  contract  and  the  reasons  or  motives  forits  establishment.  Dr. 
Watt  presented  the  following  motions: 

1.  That  the  President  or  Secretary  contact  Blue  Shield  to 
express  our  displeasure  of  the  80  percent  Blue  Shield  UCR  con- 
tract and  suggest  that  we,  as  a County  Society,  would  consider 
withdrawal  from  participation  in  Blue  Shield  if  such  contract  was 
not  withdrawn  or  amended. 

2.  That  the  President  or  Secretary  contact  other  county 
societies  and  express  our  displeasure  with  the  contract  and  enlist 
the  support  and  encourage  other  societies  to  express  their  dis- 
pleasure likewise. 


Under  discussion.  Dr.  Watt  was  particularly  concerned  that 
Blue  Shield  was  entering  into  the  contraction  of  physician  ser- 
vices without  the  physician’s  consent  to  such  contractual  agree- 
ment. Dr.  George  W.  Wood,  III  made  a motion  to  table  the 
motions  of  Dr.  Watt.  Dr.  Wood’s  motion  to  table  was  seconded 
and  passed.  Dr.  Watt  moved,  and  it  was  seconded  and  defeated, 
that  the  membership  be  told  as  to  their  approval  and  disapproval 
as  to  the  80  percent  UCR  contract. 

Under  new  business,  the  application  of  membership  in  the 
Penobscot  County  Medical  Society  of  Dr.  Franklin  Blackmer 
was  presented  and  unanimously  approved  by  the  Society. 

Dr.  Lewis  E.  Phillips  made  a motion,  and  it  was  seconded  and 
passed,  that  a future  meeting  of  the  Penobscot  County  Medical 
Society  would  be  devoted  to  additional  discussion  of  the  80 
percent  Blue  Shield  UCR  contract. 

Dr.  Charles  D.  McEvoy,  Jr.  made  a motion,  and  it  was  sec- 
onded and  passed,  that  the  Penobscot  County  Medical  Society 
express  publicly  their  support  for  the  University  of  Maine  School 
of  Medicine  and  seek  publicity  in  news  releases,  as  well  as  direct 
contact  with  legislators  in  an  effort  to  obtain  their  support  for 
such  a school.  This  action  was  contingent  upon  demonstration 
through  a review  of  the  minutes  of  the  County  Society,  that  the 
Society  is  on  record  as  being  in  support  of  the  Medical  School. 

Dr.  John  A.  Woodcock  made  a motion,  and  it  was  seconded 
and  passed,  that  the  President  appoint  an  Ad  Hoc  Committee 
consisting  of  representatives  of  the  County  Medical  Society  to 
join  with  similar  representatives  from  the  County  Bar  Associa- 
tion in  the  time  questions  of  medical-legal  interest  and  to  main- 
tain a meaningful  line  of  communication  between  the  two  organi- 
zations. 

As  there  was  no  further  business,  the  meeting  was  adjourned. 


The  monthly  meeting  of  the  Penobscot  County  Medical  Soci- 
ety was  held  on  March  18,  1975  at  the  Ramada  Inn. 

The  meeting  was  opened  by  the  President.  Dr.  David  M.  Sen- 
senig who  then  introduced  the  speaker  for  the  evening.  Dr.  John 
Hutchinson,  Associate  Professor  of  Clinical  Surgery,  Columbia 
University,  who  discussed  newer  techniques  of  coronary  artery 
surgery.  Dr.  Hutchinson  presented  information  relevant  to  his 
experience  in  coronary  artery  surgery  and  presented  survival 
data  and  long-term  follow-up  data  with  regard  to  his  patients. 
Following  an  interesting  discussion  and  slide  presentation,  a 
question  and  answer  session  followed. 

Following  the  scientific  presentation,  the  business  portion  of 
the  meeting  was  held. 

The  minutes  of  the  February  1975  meeting  were  approved  as 
read. 

Old  Business  — Dr.  Sensenig  appointed  the  Ad  Hoc  Commit- 
tee for  Medical-Legal  Affairs  in  cooperation  with  the  Penobscot 
County  Bar  Association,  as  directed  by  the  membership  at  the 
February  1975  meeting.  Those  members  appointed  to  this  com- 
mittee included  Drs.  John  Woodcock,  Warren  G.  Strout  and 
David  Sensenig. 

New  Business  — An  announcement  was  made  concerning  the 
development  of  Public  Law  93-641 . the  National  Health  Planning 
and  Resources  Development  Act  of  1974.  Under  this  act,  there 
will  be  the  establishment  of  State  Health  Planning  and  Develop- 
ment Agencies  and  Local  Health  Systems  Agencies.  The  new 
program  would  replace  the  Comprehensive  Health  Planning, 
Regional  Medical  Program  and  the  Health  Facilities  Planningand 
Construction  Program.  Regional  meetings  are  being  held 
throughout  the  State  in  order  to  obtain  input  from  local  and 
regional  areas  regarding  the  designation  or  division  of  the  State 
into  regional  agencies  for  the  implementation  of  this  program. 
The  attendance  at  one  or  more  of  these  planning  sessions  was 
encouraged.  It  was  emphasized  that  in  the  future  this  organiza- 
tion or  agency  will  become  the  primary  agency  which  will  deter- 
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mine  health  planning  within  this  State. 

Dr.  Charles  D.  McEvoy.  Jr.  made  a motion,  and  it  was  sec- 
onded and  passed,  that  the  Penobscot  County  Medical  Society  go 
on  record  as  favoring  the  development  of  a Medical  School  for 
the  State  of  Maine.  In  addition,  it  was  moved,  seconded,  and 
passed  that  a letter  be  sent  to  Senator  Bennett  Katz.  Chairman  of 
the  House-Senate  Education  Committee,  informing  him  of  our 
support  for  the  medical  school. 

Dr.  Franklin  E.  Bragg.  II  made  a motion,  and  it  was  seconded 
and  passed,  that  a letter  be  sent  to  Governor  James  Longley 
expressing  our  support  for  Public  Law  93-641.  the  National 
Health  Planning  and  Resources  Development  Act.  and  offering 
our  support  and  cooperation  in  the  implementation  in  the  local 
Health  Systems  Agencies. 

As  there  was  no  further  business,  the  meeting  was  adjourned. 

Pmui’G.  Him  IK,  M.D  ..Secretary 

Androscoggin 

The  Androscoggin  County  Medical  Association  convened  at 
its  monthly  meeting  on  March  20.  1975  at  Steckino's  Restaurant. 
Lewiston,  Maine,  with  32  members  present. 

The  minutes  of  the  previous  meeting  were  read  and  approved. 

The  Secretary  read  a letter  of  correspondence  from  the  Senior 
Medical  Consultants  of  Maine  indicating  their  wish  to  provide 
consulting  service  as  may  be  indicated.  This  will  be  taken  into 
consideration  by  the  Program  Committee  for  possible  future  use. 

Membership  was  reminded  that  the  Interim  Meeting  of  the 
House  of  Delegates  of  the  Maine  Medical  Association  will  be 
held  at  Thayer  Hospital  on  Saturday,  April  12.  1975. 

Membership  was  appraised  of  the  proposed  budget  for  the 
continuing  medical  education  accreditation  program. 

Since  our  Executive  Committee  member  could  not  be  present 
for  the  meeting,  a summary  of  the  Minutes  of  the  Executive 
Committee  meeting  of  the  Maine  Medical  Association  of  Feb- 
ruary I,  1975.  was  reviewed  with  the  membership. 

A letter  to  Dr.  Daniel  F.  D.  Russell  of  Leeds,  Maine  was  read 
to  the  membership  indicating  the  honor  to  be  bestowed  upon  him 
at  the  Annual  Meeting  of  the  M.M.A.  at  the  Treadway-Samoset 
in  June.  Dr.  Russell  has  been  in  practice  for  70  years.  A delega- 
tion from  the  County  Medical  Association  w ill  assist  Dr.  Russell 
as  is  necessary  for  transportation,  etc. 

Copy  of  the  Maine  Medical  Association's  Committee  on 
Ethics  and  Discipline  procedure  was  reviewed  w ith  the  Commit- 
tee and  referred  to  Dr.  Thomas  F.  Shields,  to  be  incorporated  in 
the  revision  of  the  County  Medical  Association's  Constitution 
and  Bylaws. 

Minutes  of  the  meeting  of  Peer  Review  for  Ethics  and  Griev- 
ances held  on  March  10.  1975  were  reviewed  with  the  member- 
ship. 

The  Public  Relations  Committee  had  attempted  to  prepare  a 
position  paper  for  the  County  Medical  Association  to  be  for- 
warded on  to  Representative  Rostenkowski  (Democrat-lllinois) 
w ho  is  Chairman  of  the  Subcommittee  on  Health  of  the  Commit- 
tee of  Ways  and  Means  for  presentation  to  that  Committee's 
National  Health  Insurance  Advisory  Panel.  It  was  determined 
that  a single  letter  could  not  represent  all  the  views  of  the  medical 
community  in  this  region.  The  membership  is  invited  to  provide 
their  own  individual  letters  as  they  feel  inclined. 

Copy  of  a letter  forwarded  to  the  Maine  Medical  Association 
from  the  Medical  Nursing  Staff  at  Pineland  Center  was  read  and 
forwarded  on  to  Dr.  Russell  A.  Morissette.  member  of  the  Board 
of  Visitors  of  that  institution. 

Under  old  business,  the  previously-tabled  report  on  medical 
liability  and  the  two  resolutions  before  the  chair  were  once  again 
discussed.  By  unanimous  vote,  the  two  resolutions  are  for- 
warded on  to  the  Maine  Medical  Association.  These  resolutions 
are  not  for  adoption  by  the  House  of  Delegates  but  are  intended 
as  a direct  instruction  from  the  members  of  Androscoggin 
County  to  its  parent  organization,  the  Maine  Medical  Associa- 
tion. to  aid  in  resolution  of  increasing  problems  of  medical  liabil- 
ity and  corresponding  liability  insurance.  The  membership  was 


also  advised  that  Mr.  Hogarty,  Insurance  Commissioner  for  the 
State  of  Maine,  had  provided  us  with  a copy  of  the  filing 
memorandum  from  Aetna  Insurance  Company  which  was  the 
actuarial  base  for  their  premium  increase  in  1974.  Membership  is 
most  appreciative  of  the  cooperativeness  and  rapid  response 
from  Mr.  Hogarty’s  office  following  a letter  from  Dr.  Paul  M. 
Beegel. 

Dr.  Philip  L.  Archambault  had  correspondence  withThe  Hon- 
orable William  S.  Cohen.  Representative,  Second  District  of 
Maine,  about  this  medical  liability  problem.  Representative 
Cohen  forwarded  a position  paper  entitled  “The  Medical  Mal- 
practice Insurance  Crisis"  prepared  by  the  House  Wednesday 
Group,  dated  January  29.  1975.  This  position  paper  was  reviewed 
for  the  membership. 

Under  new  business,  the  necrology  for  Dr.  James  A.  Williams 
was  read  to  the  membership.  Upon  command  of  the  President, 
his  necrology  will  be  spread  upon  the  records  of  the  Androscog- 
gin County  Medical  Association,  the  Maine  Medical  Associa- 
tion. and  a copy  forwarded  to  Dr.  Williams'  widow,  Mrs.  Alice  B. 
Williams  of  Mechanic  Falls,  Maine. 

Rit  HARD  M.  SwENCiEl  , M.D.,  Secretary 

Washington 

The  regular  meeting  of  the  Washington  County  Medical  So- 
ciety was  held  on  March  31.  1975  at  the  Peavey  Memorial  Li- 
brary, Eastport.  Maine,  with  eight  members  and  guests  present. 

The  meeting  opened  under  the  direction  of  Dr.  G.  Bernard 
Shaw,  President  of  the  Society.  Machias,  Maine. 

I.  Minutes  of  last  meeting  read  and  approved. 

II.  Discussion  as  to  obtaining  services  of  an  Executive  Secre- 
tary for  the  Washington  County  Medical  Society,  who  would 
coordinate  all  the  activities;  not  only  of  the  Society  but  of  the 
various  Para-medical  groups  working  in  the  County.  Dr.  James 
C.  Bates,  who  is  a member  of  the  committee  to  look  into  this 
matter,  felt  that  we  were  unable  at  present  to  give  funding  from 
our  own  resources,  plus  Federal  funds.  He  recommended  that  we 
drop  this  matter  at  present,  and  it  was  so  voted. 

III.  Dr.  ChristopherD.  Mace,  Machias,  Maine  has  applied  for 
membership  in  the  Washington  County  Medical  Society.  It  was 
moved,  seconded  and  passed  that  Dr.  Mace  be  elected  a member 
of  the  Washington  County  Medical  Society. 

IV.  Members  of  the  Bylaws  Committee,  appointed  by  Dr.  G. 
Bernard  Shaw . including  himself,  plus  Drs.  John  Kazutow,  Col- 
umbia Falls,  Maine  and  Carl  K.  Aselton,  Jr.  of  Cherryfield, 
Maine;  each  were  given  copies  of  the  old  Washington  County 
Medical  Society  Bylaws,  plus  a copy  of  the  recently  revised 
Bylaws  of  the  Cumberland  County  Medical  Society.  They  plan  to 
revise  our  present  Bylaws  which  have  not  been  revised  since 
1908,  and  present  them  at  a future  meeting. 

V.  Some  discussion,  again,  on  Malpractice  insurance  and  its 
affect  on  various  members  of  the  Medical  Society. 

VI.  Discussion  of  the  affect  of  the  loss  of  two  new  doctors  in 
the  Jonesport  area. 

Karl  V.  Larson,  M.D..  Secretary 


Kennebec 

A meeting  of  the  Kennebec  County  Medical  Association  was 
held  at  the  Silent  Woman  in  Waterville.  Maine  on  March  20, 
1975,  with  43  members  attending.  The  meeting  was  called  to 
order  by  the  President,  Dr.  Joseph  J.  Hiebel. 

The  minutes  of  the  February  meeting  were  dispensed  with. 

Two  new  members  were  accepted  into  the  organization,  Drs. 
Albert  Pepe  of  Waterville  and  Helen  Mitchell  of  Augusta.  The 
application  of  Dr.  Walter  Schuyler  was  read. 

Dr.  TeodoroC.  DelaCruz  of  Augusta  presented  a paper  which 
had  been  drawn  up  by  the  Association  of  Neurological  Surgeons 
regarding  the  current  malpractice  insurance.  His  paper  outlined 
several  reasons  for  the  development  of  the  crisis  both  from  the 
standpoint  of  the  medical  profession  and  the  insurance  field,  and 
also  outlined  several  possible  solutions  to  the  crisis.  Dr.  Hiebel 
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commented  that  Dr.  Dan  Hanley  of  the  Maine  Medical  Associa- 
tion had  been  invited  to  speak  to  the  Association  at  the  April 
meeting  concerning  this.  Dr.  Green  of  Waterville  raised  the  re- 
lated, but  separate  issue  of  the  catastrophic  illness  program  and 
the  cost  of  catastrophic  illness  and  made  a motion  that  the  As- 
sociation report  the  appropriation  of  funds  for  the  implementa- 
tion of  the  act.  A letter  will  be  prepared  by  the  Secretary  and  sent 
to  the  Legislative  Appropriation  Committee  and  to  the  Gover- 
nor. 

Dr.  Hiebel  then  introduced  Mr.  Richard  Nellson  of  the  As- 
sociated Hospital  Service  of  Maine  who  described  to  the  mem- 
bers of  the  Association  the  present  status  of  80%  UCR  insurance. 
He  indicated  that  only  a relatively  small  portion  of  insured  popu- 
lation are  currently  covered  by  these  plans.  It  was  apparent  that 
there  was  considerable  confusion  on  the  part  of  the  membership 
of  the  Association  relating  to  the  difference  of  the  various  Blue 
Cross  plans.  Medicare  and  Medicaid  plans.  It  was  further  evident 
that  the  members  of  the  Association  did  not  feel  that  they  were 
getting  adequate  feedback  from  the  Insurance  Committee  of  the 
Maine  Medical  Association.  Many  physicians  also  felt  that  they 
were  not  getting  adequate  information  from  the  Associated  Hos- 
pital Service.  However,  other  physicians  pointed  out  that  many 
physicians  did  not  bother  to  attend  the  County  meeting  and  were 
not  aware  of  the  Blue  Cross  page  in  the  State  Medical  Journal  and 
that  it  was  the  responsibility  of  individual  physicians  to  keep 
themselves  informed  of  developments  in  the  insurance  field.  Mr. 
Nellson  then  discussed  the  probability  of  National  Health  Insur- 
ance Plan  being  developed  in  the  near  future  and  what  this  might 
mean  for  the  medical  profession.  All  in  all,  the  discussion  was 
most  lively,  enlightening,  and  I think  helpful  to  both  Mr.  Nellson 
and  the  membership,  and  his  attendance  was  certainly  highly 
appreciated. 

O.  Thomas  Feagin,  M.D.,  Secretary 


Lincoln-Sagadahoc 

The  regular  monthly  meeting  of  the  Lincoln-Sagadahoc 
County  Medical  Society  was  held  at  The  Ledges  in  Wiscasset. 
Maine  on  February  18,  1975.  There  were  twenty-six  members 
and  guests  present  when  the  meeting  was  called  to  order  at  8:38 
p.m.  by  the  Vice-President,  Dr.  David  S.  Hill. 

The  minutes  of  the  January  meeting  were  accepted  as  read  by 
the  Secretary-Treasurer. 


A letter  was  cited  from  the  Cumberland  County  Medical  Soci- 
ety approving  transfer  in  October  1974  of  Dr.  Aldo  F.  Llorente 
from  that  society  to  this. 

The  Board  of  Censors  recommended  that  Dr.  Geoffrey  A. 
Stroud  of  Brunswick  be  accepted  in  transfer  from  Cumberland 
County  as  approved  by  the  latter  county  society:  the  recommen- 
dation was  unanimously  approved. 

Dr.  Paul  H.  Dumdey  then  introduced  Currier  McEwen.  M.D., 
who  spoke  on  Ankylosing  Spondylitis. 

There  was  no  old  business. 

Dr.  Richard  C.  Leek  then  suggested  that  county  society  mem- 
bers consider  an  increase  in  State  society  dues  in  the  near  future; 
no  definite  amount  was  suggested.  He  spoke  of  Legislative 
Documents  448,  453,  406,  452,  and  1208,  which  would  alter 
laboratory  licensing  laws:  Dr.  Blackburn  passionately  supplied 
details. 

There  was  a general  but  short  discussion  of  malpractice  insur- 
ance premiums.  The  meeting  was  adjourned  at  10:00  p.m. 


The  regular  monthly  meeting  of  the  Society  was  held  on  March 
18,  1975  at  The  Ledges  Inn,  Wiscasset,  with  thirty-three  mem- 
bers and  guests  present. 

The  meeting  was  called  to  order  at  8:41  p.m.  by  the  President. 
Dr.  Ralph  C.  Powell.  The  minutes  of  the  February  meeting  were 
read  by  the  Secretary  and  accepted  as  read. 

Dr.  Powell  introduced  Dr.  John  B.  Madigan,  President  of  the 
M.M.A.,  who  spoke  on  the  afternoon  hearing  this  same  date  in 
Augusta  concerning  the  proposed  medical  school  in  Maine.  He 
spoke  also  about  threatened  changes  in  the  present  way  of  medi- 
cal life  which  are  being  proposed  nationally.  He  stressed  the  need 
for  concerted  and  effective  political  action  by  organized 
medicine  and  mentioned  the  fact  that  some  medical  groups  must 
act  as  bargaining  units  with  government  and  third-party  payors. 
He  pleaded  for  direction  and  enthusiasm  from  the  membership; 
several  questions  by  members  were  discussed.  The  suggestion 
was  made  by  several  that  the  members  of  this  Society  are  ready 
to  follow  vigorous  Association  leadership. 

In  the  absence  of  correspondence,  committee  reports,  old  and 
new  business.  Dr.  Robert  H.  Dixon  of  the  scientific  program 
committee  introduced  Dr.  P.  Richard  Cote  of  Bath,  who  spoke  on 
fetal  monitoring  and  showed  a motion  picture. 

The  meeting  was  adjourned  at  10:00  p.m. 

George  W.  Bostwick.  M.D.,  Secretary 


News,  Notes  and  Announcements 


American  Association  for  Clinical  Immunology 
and  Allergy 

The  1975  meeting  will  be  held  at  the  Riviera  Hotel,  Palm 
Springs,  California,  October  15-19,  1975. 

Please  direct  inquiries  to  our  Staff  Administrator,  Howard 
Silber,  AACIA,  P.O.  Box  912,  DTS,  Omaha,  Nebraska  (402) 
558-5345. 


Annual  Otolaryngologic  Assembly 
November  8 through  November  14,  1975 

The  Annual  Otolaryngologic  Assembly  of  1975  will  be  held 
November  8 through  November  14,  1975,  in  the  Eye  and  Ear 
Infirmary  of  the  University  of  Illinois  Hospital.  The  Department 
of  Otolaryngology  of  the  Abraham  Lincoln  School  of  Medicine. 


University  of  Illinois  at  the  Medical  Center,  offers  a condensed 
basic  and  clinical  program  for  practicing  otolaryngologists  under 
the  direction  of  Emanuel  M.  Skolnik,  M.D.,  with  Burton  J. 
Soboroff,  M.D.,  as  co-chairman.  This  program  is  designed  to 
bring  to  specialists  current  information  in  medical  and  surgical 
otorhinolaryngology. 

Interested  otolaryngologists  should  direct  their  inquiries  to  the 
mailing  address:  Otolaryngology.  P.O.  Box  6998.  Chicago.  III. 
60680. 

A separate,  but  correlated  course.  "Conference  on  Radiology 
in  Otolaryngology  and  Ophthalmology"  will  be  held  this  year  on 
Friday  and  Saturday . November  28  and  29,  under  the  guidance  of 
Galdino  E.  Valvassori,  M.D.  For  further  information  about  the 
radiology  conference,  write  to  Professor  Valvassori.  Radiology 
Department,  Abraham  Lincoln  School  of  Medicine.  P.O.  Box 
6998,  Chicago,  III.  60680. 
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A Tribute  to  Dr.  Rai.ph  A.  Goodwin,  Sr. 

Dr.  Ralph  A.  Goodwin,  Sr.,  practicing  in  Auburn,  Maine  for 
nearly  sixty  years,  was  born  in  the  eastern  Maine  town  of  Dan- 
forth  on  December  13,  1884.  the  eldest  son  of  Herbert  and  Ella 
Mae  Powell  Goodwin.  He  attended  elementary  and  secondary 
schools  in  Lincoln  and  graduated  from  Nlattanawcook  Academy 
in  1904.  He  and  his  brother  Harold  attended  Bates  College  and 
were  graduated  from  Harvard  Medical  School  in  1913.  Prior  to 
settling  in  Auburn  in  1916.  Ralph  served  an  internship  at  Rhode 
Island  General  Hospital.  Providence.  Rhode  Island  and  follow- 
ing this,  he  spent  a year  in  specialty  training  at  the  Providence 
Lying-In  Hospital.  On  returning  to  Auburn,  he  married  Helen 
Pulsifer  and  began  his  extensive  medical  and  surgical  practice.  In 
1920.  he  became  a member  of  the  surgical  staff  at  the  Central 
Maine  General  Hospital  and  was  a member  of  the  active  and 
consulting  staff  until  March  1975  w hen  he  w as  made  an  honorary 
surgeon.  From  the  early  I920's  until  1947.  he  was  physician  to 
Bates  College,  serving  well  many  generations  of  Bates  under- 
graduates. 

On  the  occasion  of  his  80th  birthday  in  1964.  he  w as  presented 
a plaque  by  the  Medical  Staff  of  the  Central  Maine  General 
Hospital,  “In  Tribute  to  his  Many  Years  of  Fine  Service  to  the 
Community.” 

In  1920.  in  association  with  Dr.  H.  R.  Farris  of  Oxford  and  Dr. 
W.  L.  Haskell  of  Lewiston,  he  purchased  the  famous  Oxford 
Spring  House  in  Oxford.  Maine  and  operated  it  as  a sanatorium 
for  World  War  I veterans  until  it  was  destroyed  by  fire  on  April  6. 
1924 

Dr.  Goodwin  is  a member  and  past  president  of  the  Andros- 
coggin County  Medical  Association  and  a member,  past  coun- 
cilor and  past  president  (1949-50)  of  the  Maine  Medical  Associa- 
tion. Among  honors  bestowed  upon  him  are  fellowships  in  the 
American  College  of  Surgeons  and  the  American  Medical  As- 
sociation. 

Realizing  the  need  for  keeping  abreast  of  the  rapidly  changing 


field  of  medicine.  Dr.  Good  win  has  been  a consistent  supporter  of 
postgraduate  education  and.  until  recently,  faithfully  attended 
many  educational  programs  offered  in  the  area  and  elsewhere. 

As  a charter  member  of  the  Lewiston-Auburn  kiwanis  Club 
and  as  its  president  in  1926.  and  also  a member  of  the  College 
Club  of  Bates  College,  a service  club  of  Bates  graduates.  Dr. 
Goodwin  has  been  an  active  participant  in  local  activities  both 
here  and  at  Orr's  Island  where  he  has  a summer  home.  Needless 
to  say,  boating  and  fishing  are  his  prime  leisure  activities  and  his 
enthusiasm  for  the  Maine  Coast  has  been  shared  with  the  many 
friends  and  colleagues  who  have  been  his  guests  at  the  island. 

Both  Dr.  and  Mrs.  Goodw  in  joined  the  High  Street  Congrega- 
tional Church  and  were  regular  attendants  at  its  services  and 
participated  in  its  parish  activities  as  long  as  health  permitted. 

Dr.  Goodwin  was  first  and  foremost  a family  doctor  and  many 
of  his  patients  were  treated  by  him  from  birth  to  death.  It  was 
only  with  great  reluctance  and  a real  sense  of  loss  that  he  retired 
from  active  practice  in  January  1975  because  of  declining  health. 
A former  patient  and  friend  from  Framingham.  Massachusetts 
spoke  for  countless  former  patients  when  he  referred  to  Dr. 
Goodwin  as  a “keen  diagnostician,  skilled  pilot  of  the  Maine 
coast,  ardent  fisherman,  generous  photographer  of  the  local 
scene,  heart-warming  companion  and  friend.” 

Whereas:  Dr.  Ralph  A.  Goodwin,  Sr.  has  served  his  commun- 
ity. his  friends  and  the  Central  Maine  General  Hospital  so  well 
over  these  many  years; 

Therefore  be  it  resolved:  that  this  testimonial  be  incorporated 
in  the  records  of  the  Medical  Staff  of  the  Central  Maine  Gen- 
eral Hospital  in  this  his  ninety-first  year,  as  a tribute  to  this 
service,  and  that  copies  be  forwarded  to  Dr.  Goodwin,  mem- 
bers of  his  family  and  to  the  Maine  Medical  Association  for 
publication  in  its  Journal. 

The  Committee  on  Resolutions 

Waldo  A.  Clapp,  M.D. 

John  W.  Carrier,  M.D. 


Endorsed  by  the  Maine  Medical  Association 
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Pelvic  Lipomatosis 

Meyer  Emanuel,  M.D.*  and  William  H.  Robinson,  M.D.** 


Many  physicians  have  encountered  and  puzzled 
over  the  disorder  known  as  Pelvic  L ipomatosis 
which  Engles1  first  identified  as  a distinct  entity  in 
1959  with  the  reporting  of  five  cases.  In  1968.  Fogg 
and  Smyth2  defined  it  more  or  less  as  "an  over- 
growth of  fatty  tissues  limited  to  the  perirectal  and 
perivesical  spaces  in  the  pelvis."  By  1974.  one 
author  noted  that  about  40cases  had  been  reported.3 
When  we  recently  admitted  a patient  w hose  clinical 
picture  fitted  the  criteria  of  this  syndrome,  we  were 
surprised  to  discover  that  the  great  majority  of  phy- 
sicians to  whom  we  mentioned  pelvic  lipomatosis 
had  never  heard  of  it  before.  It  appeared  justifiable 
to  call  attention  again  to  this  bizarre  disease  which  is 
thought  to  be  more  common  than  is  reflected  in  the 
literature. 

Case  Report 

L.  P.,  a 33-year-old  white  male  veteran,  was  admitted  to  the 
Veterans  Administration  Center  at  Togus  March  26.  1975  be- 
cause of  mild  intermittent  hematuria.  He  had  recently  lost  45  lbs. 
During  one  period  in  the  service,  he  had  similarly  lost  35  lbs.  but 
apparently  regained  it  later.  In  1962.  at  the  age  of  20  while  in  the 
service,  he  had  an  episode  of  right  flank  and  back  pains  after 
some  heavy  lifting.  A urinalysis  showed  microhematuria.  An 
intravenous  pyelogram  showed  normal  upper  tracts  but  the  blad- 
der was  described  as  being  in  a “higher  position  than  average." 
The  possibility  of  a mass  below  the  bladder  was  considered  but 
after  a negative  rectal  examination  it  was  concluded  that  he  had 
no  obvious  urinary  tract  disease.  Six  years  later  while  serving  in 
Germany  he  had  an  onset  of  nausea,  left  flank  pain  and  mid- 
stream hematuria.  There  was  no  flank  tenderness.  The  abdomen 
was  moderately  obese.  A barium  enema  showed  an  exceedingly 
straightened  rectosigmoid  colon  w ith  some  concentric  narrow  ing 
for  25  cm.  and  the  rectum  was  displaced  anteriorly  from  the 
sacrum.  An  IVP  at  this  time  again  showed  a bladder  displaced 
upward  into  a teardrop  shape.  A urine  culture  was  positive  for  E. 
coli.  Cystoscopy  showed  what  was  described  as  bullous  edema. 


*Chief.  Genitourinary  Section.  Surgical  Service,  Veterans  Ad- 
ministration Center.  Togus,  Maine  04330. 

**Staff  Radiologist.  Veterans  Administration  Center.  Togus. 
Maine  04330. 


Fig.  I.  Left  posterior  oblique  at  15  minutes  during  excretion 
urography  show  ing  "tear-drop  bladder"  and  radiolucent  defect 
(arrow).  Ureter  slightly  dilated  but  caliceal  system  is  normal. 


Sigmoidoscopy  to  25  cm.  revealed  a normal  mucosa  and  this  was 
further  confirmed  by  a mucosal  biopsy. 

On  Oct.  2.  1968,  an  exploratory  laparotomy  was  performed. 
There  was  excessive  fat  throughout  the  retroperitoneal  area,  in 
the  small  and  large  bowel  mesentery,  prevesically,  and  in  the 
omentum.  The  dome  of  the  bladder  lay  midway  between  the 
umbilicus  and  the  pubis.  The  left  colon  was  reflected  medially. 
The  presacral  space  was  examined  down  to  the  coccyx  and 
revealed  a copious  amount  of  fat.  The  latter  surrounded  the 
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Fig.  2.  Post  evacuation  during  barium  enema  showing  marked 
compression  and  elongation  of  rectum. 


bladder  and  rectum  but  did  not  have  a pathological  appearance. 
A frozen  section  showed  normal  fat.  This  was  later  confirmed  by 
the  permanent  section.  Large  amounts  of  fat  were  removed  from 
around  the  bladder  and  both  ureters  were  considered  to  be  free  of 
disease.  In  view  of  the  extensive  presence  of  fat  around  the 
bladder  and  colon,  the  retroperitoneum,  intestinal  mesenteries 
and  omentum  it  was  felt  by  the  operators  "...  that  any  attempt 
to  completely  extirpate  the  fat  in  the  sacrum  and  vesical  area 
would  have  subjected  the  patient  to  a procedure  of  greater  mag- 
nitude than  was  warranted."  The  patient  made  an  uneventful 
recovery.  A follow-up  examination  of  May  12.  1969  again 
showed  an  elevated  bladder  on  the  IVP.  Cystoscopy  showed 
what  was  interpreted  to  be  infiltration  of  the  outlet  with 
inflammatory  polyps. 

Upon  the  present  admission  to  Togus,  the  veteran  showed  no 
acute  distress.  The  urinalysis  showed  microscopic  red  cells.  His 
blood  pressure  was  normal.  An  IVP  showed  essentially  the 
findings  described  previously  (Fig.  1).  The  upper  tracts  showed 
no  hydronephrosis  but  there  was  slight  distal  ureterectasia.  A 
barium  enema  showed  the  typical  medial  deviation,  straightening 
and  constriction  of  the  lower  colon  (Figs.  2 and  3).  A G.I.  series 
carried  out  because  of  the  weight  loss  and  a complaint  of  some 
epigastric  discomfort  at  times  was  normal.  Cystourethroscopy 
was  surprisingly  easy  in  this  patient.  There  were  bullous  edema- 
like excrescences  on  the  floor  and  around  the  neck  of  the  bladder. 
The  ureter  orifices  could  not  be  seen  but  were  identified  by  the 
forceful  jets  of  I.  V.  indigocarmine.  A transurethral  resection  of 
the  proliferative  tissue  between  the  orifices  as  well  as  t he  neck  of 
the  bladder  was  carried  out.  The  pathological  report  was  cystitis 
cystica  (Fig.  4).  Delayed  postoperative  bleeding  necessitated  a 
brief  period  of  control  by  transurethral  coagulation  of  the  bleed- 
ing points.  Antibiotic  therapy  was  administered.  Though  he  had 
not  previously  specified  any  difficulty  with  voiding  he  now  stated 
that  he  could  start  the  urinary  stream  more  readily.  The  urine 
remained  grossly  clear.  The  patient  will  be  followed  periodically. 


Discussion 

The  salient  radiological  findings  are  a urinary 
bladder  compressed  and  lifted  upward  from  its  nor- 
mal level  in  the  pelvis  and  a rectosigmoid  colon 
which  is  also  compressed  and  straightened,  both 
being  surrounded  by  a radiolucent  zone  of  the  soft 
tissues  now  recognized  as  fat.12  A further  interest- 
ing feature  is  the  association  with  this  picture  of  an 
irregular  proliferation  of  the  mucosa  along  the  floor 
and  neck  of  the  bladder  and  hiding  the  ureter  ori- 
fices. Biopsies  of  this  tissue  to  rule  out  cancer  have 
shown  the  process  to  be  a cystitis  varying  as  cystica 
or  glandularis  or  follicularis.  Often  the  ureters  show 
evidence  of  obstruction  by  these  excrescences  in 
addition  to  the  compressive  effect  of  the  surround- 
ing fat. 

The  shape  of  the  bladder  is  described  variously 
as  looking  like  a banana,  a gourd  or  a tear  drop.  The 
rectosigmoid  colon  is  not  only  compressed  to  a nar- 
row straight  structure  but  it  is  also  deviated  to  the 
right.  The  radiolucency  of  the  soft  tissues  of  the 
pelvis  has  aroused  a suspicion  of  malignancy  and 
apart  from  direct  biopsies,  studies  with  pelvic 
arteriography  have  been  done  to  exclude  it.4  i:  The 
bladder  shadow  often  shows  filling  defects  (Fig.  1) 
at  the  base  suspicious  of  bladder  tumors  but  these 
are  now  known  to  be  the  masses  of  proliferative 
mucosa  (Fig.  4).  In  the  patient  we  have  presented 
the  ureter  orifices  were  well  hidden  within  the  poly- 
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Fig.  4.  Cystitis  cystica  of  bladder.  Photomicrograph  shows 
cysts  on  the  surface  of  the  mucosa  and  Brunn's  nests  in  the  sub- 
mucosa. This  finding  is  a manifestation  of  chronic  cystitis  (pro- 
liferative cystitis). 

poid  mucosal  folds  and  could  be  demonstrated  to  be 
patent  at  cystoscopy  only  by  the  forceful  jets  of  1.  V. 
indigocarmine.  To  date  there  has  been  no  report  of 
a transition  of  this  proliferative  type  of  cystitis  to 
malignancy,5  although  this  has  occurred  very  rarely 
with  cystitis  glandularis  in  patients  without  the  pic- 
ture of  pelvic  lipomatosis.6 

Most  patients  with  pelvic  lipomatosis  cannot  be 
cystoscoped  because  of  the  elongation  and  distor- 
tion of  the  prostatic  urethra.  si:  In  our  patient,  we 
were  fortunate  in  being  able  to  do  so  easily.  Despite 
this,  many  of  the  patients  have  no  difficulty  in  void- 
ing.8 Sigmoidoscopy  is  not  remarkable  except  for 
the  straightening  of  the  lower  colon.  An  unusual 
case  reported  by  Schechter3  included  obstruction  of 
the  vena  cava. 

Of  the  cases  reported,  more  than  half  appear  to 
be  in  blacks  and  so  far  there  is  only  one  report  in  a 
female.”  Prognosis  is  poorer  in  the  younger  patients 
who  are  typified  as  stocky  or  obese  likely  to  have 
hypertension,  hematuria,  urinary  symptoms  and 
ureteral  obstruction  which  may  lead  to  uremia.  In 
patients  over  60,  the  outlook  is  less  ominous.2 12 
Many  of  the  patients  have  no  symptoms.12  When 
present,  they  may  include  nausea,  vomiting,  mild 
low  abdominal  discomfort,  constipation  with 
narrow  stools,  hesitancy  in  voiding  and  hematuria.1 


When  the  abdomen  is  palpated,  some  patients  pre- 
sent a vague  suprapubic  mass  which  fluctuates  in 
prominence  probably  as  the  bladder  is  full  or  empty. 
Rectal  palpation  may  disclose  a highly  positioned 
prostate  gland. 

The  etiology  is  unknown.  In  one  case  report,  a 
patient  with  the  findings  of  pelvic  lipomatosis  also 
showed  multiple  fatty  deposits  elsewhere  over  the 
body  compatible  with  Dercum's  Disease  (adiposis 
dolorosa).1"  Gain  or  loss  in  weight  does  not  seem  to 
be  associated  with  this  disorder.59  When  patients 
have  been  explored,  the  fat  examined  by  various 
analytical  methods  proves  to  be  entirely  normal 
with  no  evidences  of  malignancy.  There  is  associ- 
ated vascularity,  fibrosis,  evidences  of  inflammation 
and  hemorrhages.1 4 1112 

While  most  reports  express  the  impracticability 
of  attempting  removal  of  all  the  fat  surgically,2  4 7 " 
Carpenter5  carried  out  extensive  dissection  of  the 
fat  to  free  the  ureters  into  the  pelvis  and  to  uncover 
the  bladder.  The  operation  took  four  hours  and  six 
units  of  blood.  Other  authors  report  attempts  to  at 
least  free  the  ureters  when  urgently  required  to 
relieve  obstruction.  Other  operative  procedures 
have  included  transurethral  resection  of  the  pro- 
liferative cystitis  process  on  the  floor  of  the  bladder, 
bladder  neck  and  posterior  urethra,  ileal  loop  con- 
duit, reimplantation  of  the  ureters  into  the  bladder, 
intraperitonealization  of  the  ureters  as  in  retroperi- 
toneal fibrosis,  cutaneous  ureterostomy,  nephro- 
stomy, nephroureterectomy  and  cystostomy. 

There  is  no  definitive  conservative  therapy.  Radi- 
ation has  been  of  no  benefit.412  Steroids  having 
failed  in  retroperitoneal  fibrosis  and  periureteritis 
and  pericystitis  plastica  are  considered  an  unlikely 
answer.  The  only  practical  recommendation  is  the 
use  of  long  term  antimicrobial  therapy.4 

Summary 

The  case  of  a patient  with  pelvic  lipomatosis  is 
presented  in  the  belief  that  many  physicians  are  not 
familiar  with  this  clinical  entity  which  was  first  iden- 
tified as  recently  as  1959  and  which  is  thought  to  be 
more  prevalent  than  is  reflected  in  the  literature. 
The  disorder  is  characterized  by  massive  over- 
growth of  normal  fat  tissue  chiefly  within  the  pelvis 
surrounding  the  bladder  and  lower  colon  compress- 
ing and  lifting  both  into  a distorted  disposition  while 
also  compressing  the  lower  ureters.  Roentgenolog- 
ically  the  fat  is  seen  as  a translucent  zone  about  the 
pelvic  viscera.  Associated  with  this  picture  is  the 
inflammatory  proliferative  process  involving  the 
mucosa  of  the  floor,  neck  of  the  bladder  and  some- 
times the  posterior  urethra  which  is  pathologically 
described  variously  as  cystitis  cystica,  glandularis 
or  follicularis.  This  process  along  with  the  perives- 
ical fat  may  result  in  upper  tract  obstructive  changes 
Continued  on  Page  193 
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Postoperative  Shock  Lung 

Report  of  a Case  and  Discussion  of  its  Relationship  to  Chronic  Shock* 

Fennell  P.  Turner,  M.D.** 


“Shock  lung”  with  its  many  synonyms  has  been 
studied  extensively  during  the  past  six  or  seven 
years.  The  diagnosis  is  sometimes  made  postopera- 
tively  in  patients  who  have  been  severely  ill.  It  also 
is  found  in  patients  who  have  experienced  severe 
trauma.  Reproduction  of  the  exact  syndrome  in  an 
experimental  model,  however,  has  met  only  with 
limited  success,  and  the  pathogenesis  of  the  syn- 
drome remains  in  doubt.  For  this  reason,  it  is  be- 
lieved that  a report  of  a case  of  shock  lung  will  be  of 
interest. 

Case  Report 

A 51-year-old  man  was  admitted  to  the  Togus  VA  Center  on 
8/4/70  by  transfer  from  the  VA  Hospital  in  Cleveland.  Ohio.  He 
had  been  on  a trans-continental  automobile  trip  when,  because 
of  the  sudden  onset  of  chills,  fever  and  malaise  he  was  admitted 
to  a community  hospital  on  6/25/70.  He  was  found  to  have 
pneumonia  in  the  right  lower  lobe  and  this  was  soon  followed  by 
involvement  of  the  right  middle  lobe.  Sometime  later  the  left 
lower  lobe  became  involved  and.  in  addition,  he  showed  evi- 
dence of  pleural  effusion. 

He  was  transferred  to  the  VA  Hospital,  Cleveland.  Ohio  on 
7/8/70.  Although  for  a period  of  time  while  in  Cleveland  there  was 
shortness  of  breath,  intermittent  left  chest  pain,  and  occasional 
cough  with  hemoptysis,  the  diagnosis  of  thromboembolism  was 
never  established.  Blood  gas  studies  had  shown  a mild  hypox- 
emia and  respiratory  alkalosis  (Table  1).  There  was  also  moder- 
ate hypoproteinemia,  icterus  and  elevation  of  serum  enzymes 
(Table  2). 

Bronchoscopy  revealed  hyperemia  of  the  basilar  bronchi  con- 
sistent with  bronchial  inflammation  and  bronchial  washings  grew 
Neisseria  catarrhalis  and  Streptococcus  viridans  under  culture 
conditions.  Throat  and  sputum  cultures  demonstrated  normal 
flora  and  several  blood  cultures  were  negative.  Smears  and  com- 
pliment fixation  tests  for  acid  fast  bacilli  and  fungi  were  negative. 
Plans  were  made  for  transfer  to  a hospital  closer  to  home  and  it 
was  suggested  at  the  time  of  transfer  that  a lung  biopsy  be  carried 
out  because  of  the  persistent  density  at  the  left  base. 

On  admission  to  VAC  Togus,  Maine  on  8/4/70,  a review  of  his 
past  history  showed  that  he  had  worked  for  many  years  in  a 
linoleum  factory  and  that  he  had  smoked  one  to  three  packs  of 
cigarettes  per  day  for  about  30  years.  On  physical  examination 
there  was  a low-grade  fever,  moderate  pallor,  and  he  appeared 
chronically  ill.  There  was  dullness  to  percussion  over  the  lower 
left  chest  and  diminished  tactile  fremitus.  A few  moist  expiratory 
rales  were  heard  in  this  area.  Laboratory  studies  revealed  the 
following  values:  hematocrit,  35%;  hemoglobin,  10.9  gm/IOOcc.; 
sedimentation  rate,  95  mm/hr.;  reticulocytes,  3.2%;  pulmonary 
function  tests  were  at  the  lower  limits  of  normal;  ECG,  normal: 
sputum  samples  obtained  by  super-heated  steam  showed  atypi- 
cal cells  and  repeated  x-rays  of  the  chest  showed  a persisting 
lesion  at  the  left  base  (Fig.  I).  The  differential  diagnosis  was 


♦Presented  at  First  Annual  Maine  Biomedical  Science  Sym- 
posium, Augusta  Civic  Center,  March  14-15,  1975. 

♦♦Chief,  Surgical  Service,  Veterans  Administration  Center, 
Togus  Maine  04330. 


Table  1 

Arterial  Blood  Gas  Studies 

pH  PO 2 PCO2  O2  Sat. 


Normal  Values 

7.36- 

80- 

35- 

97 

7.46 

100 

45 

7/17/70  air 

7.49 

51 

34 

88 

9/25/70  nasal  O2 

7.54 

26 

29 

60.5 

5 1/min. 

9/25/70  100%  O2 

7.49 

83.5 

33 

96.5 

mask 

46%  right 

to  left  shunt 

9/26/70  ventilator 

7.56 

91 

35.25 

97.8 

10  1/min. 

9/30/70  ventilator 

7.56 

195 

36.75 

99.4 

10  1/min. 

10/13/70  air 

7.50 

58 

34 

91.6 

Table  2 

Serum  Proteins  and  Enzymes 

Total 


Proteins 

Albumin 

Bilirubin 

A Ik.  Phos. 

LDH 

SCOT 

Normal 

6-8 

3.5-5 

0-1 

30-85 

90-200 

20-50 

July  9 

5.9 

2.1 

2.8 

265 

475 

250 

July  10 

5.9 

2.2 

1.3 

235 

250 

130 

July  14 

6.2 

2.2 

.6 

200 

205 

85 

July  16 

6.6 

2.5 

.6 

165 

145 

60 

July  21 

6.9 

2.8 

.4 

155 

140 

30 

July  27 

6.6 

2.9 

.4 

125 

145 

25 

believed  to  lie  between  organized  interstitial  pneumonitis, 
inflammatory  pseudotumor  or  bronchogenic  carcinoma.  An  ex- 
ploratory thoracotomy  was  carried  out  on  9/21/70.  approximately 
three  months  after  onset  of  his  present  illness.  At  operation,  he 
was  found  to  have  extensive  pleuritis  over  the  left  lower  pleural 
cavity  with  fixation  of  a firm  egg-sized  mass  to  the  thickened 
parietal  pleura  at  the  costophrenic  angle.  There  were  a number  of 
enlarged  hilar  lymph  nodes,  and  a few  emphysematous  blebs 
from  3-4  cms.  in  diameter  were  found  in  the  apex  of  the  left  upper 
lobe.  Frozen  sections  of  lung,  pleura  and  nodes  were  all  negative. 
While  dissecting  in  the  major  fissure,  it  was  found  that  the  artery 
to  the  basilar  segments  of  the  left  lower  lobe  was  firmly  throm- 
bosed and,  accordingly,  a left  lower  lobe  lobectomy  was  carried 
out.  There  was  a moderate  blood  loss  due  to  the  pleural  dissec- 
tion and  following  a blood  transfusion  the  postoperative  condi- 
tion was  considered  good. 

The  immediate  postoperative  course  was  satisfactory.  He 
coughed  easily,  the  lung  rapidly  expanded  and  air  leakage  had 
ceased  by  the  second  postoperative  day.  At  this  time,  an  x-ray 
examination  showed  slight  elevation  of  the  left  diaphragm  and 
some  fluid  at  the  left  base.  There  was  also  a small  amount  of 
plate-like  atelectasis  at  the  right  base.  The  lung,  however,  was 
clear  to  auscultation,  keflin  * was  given  intravenously,  and  hepa- 
rin was  also  given  because  of  the  operative  evidence  ot  arterial 
thrombosis  and  pulmonary  infarction.  On  the  third  postoperative 
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Fig.  1.  Preoperative  roentgenogram  of  chest  show  ing  persistent 
elevation  of  left  diaphragm  associated  with  atelectasis  and/or 
pneumonia,  basilar  segments  left  lower  lobe. 

day.  there  was  a slight  increase  in  dyspnea  and  a chest  x-ray 
showed  some  haziness.  By  the  fourth  postoperative  day.  he  was 
noticeably  dyspneic.  quite  restless,  slightly  cyanotic  and  his  neck 
veins  were  slightly  distended.  He  coughed  easily  w ith  a slightly 
yellowish  sputum,  and  auscultation  revealed  fairly  normal, 
perhaps  diminished,  breath  sounds.  There  were  no  rales.  An 
x-ray  of  the  chest  showed  a postoperative  chest  w ith  expansion 
of  the  LUL  and  some  fluid  at  the  left  base  together  with  bilateral 
diffuse  fluffy  infiltrates  and  a generalized  hypolucency  (Fig.  2). 
Blood  gas  studies  while  on  nasal  oxygen  of  5 liters  per  minute 
showed  a pH  of  7.54.  P02  of  26.  PCO2  of  29  and  O2  saturation  was 
60.5  (Table  I);  1009£  oxygen  was  then  given  by  mask  and  a 46 
percent  right  to  left  shunt  was  found.  Accordingly,  a tracheos- 
tomy was  carried  out  and  the  patient  was  placed  on  an  Emerson 
volume  controlled  ventilator.  Heparin  was  continued, 
furosemide  was  administered  and  (because  of  the  distended  neck 
veins)  digitalization  was  carried  out.  A culture  of  sputum  taken 
the  day  before  showed  only  Streptococcus  viridans  and  Neis- 
seria catarrhalis  and  at  the  time  of  tracheostomy  it  was  observed 
that  tracheal  exudate  was  minimal.  A Gram  stain  of  a smear  of 
this  secretion  showed  a mixed  flora  with  a few  negative  or- 
ganisms. Despite  this  report,  and  for  fear  that  the  patient  also  had 
a cephalothin-resistant  Gram  negative  interstitial  pneumonitis, 
gentamycin  was  added  to  the  treatment  schedule.  The  report  of 
tracheal  culture,  however,  demonstrated  only  “normal  flora." 
Three  days  later,  on  9/28/70,  another  culture  was  obtained  from 
the  tracheostomy  and  this  showed  a heavy  growth  of  Aerobacter 
aerogenes  together  with  S.  viridans  and  N.  catarrhalis.  It  is 
believed  that  this  organism  represented  a secondary  opportunis- 
tic invader  as  did  a culture  of  Pseudomonas  aeruginosa  obtained 
two  weeks  later.  Plasma  electrolytes  obtained  prior  to  tracheos- 
tomy were  as  follows:  sodium.  144  mEq/L:  potassium,  6.1: 
chloride.  104;  and  carbon  dioxide.  20.  On  subsequent  days,  the 
potassium  fell  to  4.8  and  then  3.5.  There  was  striking  clinical 


Fig.  2.  Chest  film  taken  on  fourth  postoperative  day  demonstrat- 
ing diffusely  disseminated  interstitial  and/or  alveolar  densities 
in  both  lung  fields  characteristic  of  “shock  lung." 


Fig.  3.  Chest  film  on  fifth  postoperative  day  showing  persistence 
of  the  diffusely  scattered  fluffy  areas  of  infiltration. 


improvement  within  a short  time  of  being  placed  on  the  ventilator 
characterized  by  slowing  of  pulse,  change  in  color,  and  im- 
provement in  arterial  blood  gas  values.  The  radiographic 
findings,  however,  persisted  for  several  days  (Fig.  3)  and  the 
temperature  subsided  slowly  by  lysis.  He  remained  on  the  ven- 
tilator for  six  days  and  was  gradually  weaned  from  the  machine 
for  the  last  two  days  of  this  time. 

In  the  meantime,  pathological  examination  of  the  surgical 
specimen  confirmed  the  operative  findings  of  arterial  thrombosis 
and  pulmonary  infarction  of  basilar  segments  LLL.  The  tissue 
removed  also  showed  coagulation  necrosis  within  the  area  of 
infarction  and  an  extensive  acute  and  chronic  inflammatory  reac- 
tion around  the  area  of  infarction.  There  was  marked  fibrosis  and 
numerous  macrophages.  A number  of  microscopic  abscesses 
were  seen  in  the  lung.  In  addition,  surrounding  the  area  of  infarc- 
tion. there  were  numerous  carbon  particles,  asbestos  bodies  and 
multi-nucleated  giant  cells.  Finally,  retrospective  review'  of  the 
hematocrit  and  hemoglobin  levels  (Table  3)  showed  evidence  of 
preoperative  anemia,  an  immediate  postoperative  hemoconcen- 
tration  and  this  was  followed  by  low  hemoglobin  and  hematocrit 
values  which  persisted  for  more  than  three  weeks.  Preoperative 
hypovolemia  and  anemia  followed  by  an  inadequately  replaced 
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operative  and  immediate  postoperative  blood  loss  estimated  to 
be  from  lOOOto  1250  ml.  would  explain  these  laboratory  findings. 

Discussion 

We  have  presented  the  case  of  a patient  who  had  a 
left  lower  lobe  lobectomy  for  an  undiagnosed  lung 
lesion  of  three  months’  duration.  He  may  have 
originally  had  a true  right  lower  lobe  pneumonia. 
Table  3 


Hematocrit  and  Hemoglobin;  Response  to  Surgery 


Hematocrit 

H emoglobin 

Pre-op 

35  37 

10.9  — 13.2 

9/21/70 

Operation  — 

1 Transfusion 

Post-op  day 
0 -*  6 

35.5  30 

10.0  ^ 8.1 

9/28/70 

1 Transfusion 

Post-op  day 

31  — > 36 

8.6  11.2 

7 -»  22 


Table  4 

Synonyms  for  “Shock  Lung” 

Adult  respiratory  distress  syndrome 

Postoperative  respiratory  distress  syndrome 

Postoperative  (post-traumatic)  pulmonary  insufficiency 

Postoperative  (post-traumatic)  wet  lung 

Diffuse  atelectasis 

Non-obstructive  atelectasis 

Congestive  atelectasis 


but  repeated  episodes  of  hemoptysis  and  the  later 
development  of  a persistent  lesion  in  the  left  lung 
would  indicate  that  pulmonary  infarction  was  a 
major  reason  for  his  prolonged  hospitalization.  Al- 
though no  evidence  of  peripheral  thrombophlebitis 
was  ever  observed,  the  elevated  serum  bilirubin, 
alkaline  phosphatase  and  LDH  were  all  consistent 
with  his  diagnosis.  It  is  even  quite  probable  that 
thrombo-embolic  disease  was  the  real  reason  that 
forced  him  to  discontinue  his  automobile  trip  from 
California  to  Maine.  After  a prolonged  hospitaliza- 
tion of  more  than  three  months  in  three  different 
hospitals,  this  chronically  ill,  middle-aged  man  was 
subjected  to  exploratory  thoracotomy  and  resec- 
tion of  the  left  lower  lobe.  Despite  a satisfactory 
immediate  postoperative  course,  several  days  later 
he  developed  characteristic  symptoms  which  have 

Table  5 

Lung  Syndrome  with  Pathophysiological 
Changes  Similar  to  Those  of  Shock  Lung 

Post-perfusion  (post-pump)  stiff-lung  syndrome 
Post-perfusion  (post-pump)  capillary-leak  syndrome 
Pulmonary  edema  of  cardiac  failure 
Diffuse  interstitial  pneumonitis 

(Usually  Gram-negative  organisms) 

Aspiration  pneumonitis 
Post-burn  lung  or  smoke  inhalation 


Table  6 


AGENTS  OR  CONDITIONS 
INJURIOUS  TO  CAPILLARIES 


The  Vicious  Circle 
(V.  H.  Moon  — 1940) 


Clinical 


Experimental 


Trauma,  Burns 

Trauma,  Burns 

l 

Surgery 

Tissue  pulp 

I 

Muscle,  Liver,  etc. 

/ 

Intoxications 

Tissue  extracts 

/ 

Metabolic 

Peptone,  Histamine 

/ 

Bacterial 

Venoms 

Drugs 

Bacterial  toxins 

6 

H 

Poisons 

Other  products 

Cl 

T 

Bile,  Cholic  salts 

o 

Q 

N 

Preqnancy 

Emetine,  Other  drugs 

a; 

c, 

§ 

Prolonged  labor 

HqCl 2 / Iodin,  Arsenic 

u 

£ 

c. 

Intoxication 

Narcotics 

G 

§ 

Barbiturates , etc. 

a: 

a. 

N 

U 

Abdominal 

Intestinal 

N 

a. 

Obstructions 

Strangulation 

8 

Perforations 

Pancreatitis 

Peritonitis 

Thrombosis 

Serum  Sickness 


Manipulation 

Anapnylaxis 

Irradiation 

Roentgen 


NEUROGENIC  FACTORS 


Neurolocric  Lesions 
Emotional  Reactions 
if  Heat  Stroke  (?) 


CAPILLARY  ATONY 


TISSUE  ANOXIA 


PATHOLOGY 

f 

REDUCED 
BLOOD  VOLUME 

f 

REDUCED 
VOLUME  FLOW 

REDUCED  DELIVERY 
OF  OXYGEN 

Permeability 
— Hemoconcentration 
Congestion 
Petechiae 
Stasis 
Edema 
Effusions 


HEMORRHAGE 


Loss  of  Fluid 


CARDIAC  INEFFICIENCY 


Myocardial 

Coronary  Occlusion 
Endocardial 
Valvular 
Functional 
Heart  Block 

CIRCULATORY  OBSTRUCTION 


Arterial , Venous 
SYMPA  THO-ADRENA  L 


Hyperactivity 

Epinephrin 


ASPHYXIA 


All  Causes 
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Table  7 


PROLONGED  OR  CHRONIC  SHOCK 
1 


Pulmonary  Capillary  Injury 


Diapedesis 

Sludging 

Interstitial  Edema 
Alveolar  Edema 


Reduction  in 
Surfactant 


Loss  of  Compliance 
Right  to  Left  Shunt 


Hypoxia 

Acidosis 


PROGRESSIVE  RESPIRATORY  FAILURE 


Hypoxia 

Acidosis 


Increase  in  Metabolic  Demand 
Increase  in  Respiratory  Work 


been  called  by  many  names  including;  adult  respira- 
tory distress  syndrome,  congestive  atelectasis  and 
shock  lung  (Table  4). 

This  is  a syndrome  about  which  much  has  been 
written  during  the  past  six  to  seven  years.  It  was 
observed  and  thoroughly  studied  during  the  Viet 
Nam  Conflict  and  the  diagnosis  and  management 
has  now  become  somewhat  standardized.  The  con- 
tributions of  many  authors  on  this  subject  have  re- 
cently been  summarized  in  a recent  issue  of  the  Sur- 
gical Clinics  of  North  America.1  Certain  puzzling 
features  remain,  however,  and  although  the  patho- 
logical findings  observed  by  study  or  pulmonary  tis- 
sue are  well  recognized,  the  pathogenesis  of  the 
defect  remains  in  doubt.  I believe  it  would  be  cor- 
rect to  say  that  there  are  many  pulmonary  changes 
due  to  diseases  widely  different  in  etiology  that  can 
be  confused  with  the  picture  of  shock  lung,  simply 
because  pulmonary  tissue  has  a limited  way  of  re- 
sponding to  injury.  Cardiac  decompensation,  diffuse 
interstitial  pneumonitis,  endotoxic  and  chemical 
injuries  to  the  bronchioles  and  alveoli  such  as  ob- 
served in  septic  shock,  aspiration  pneumonitis,  and 
heat  or  smoke  inhalation  all  can  produce  changes 
similar  to  those  found  in  shock  lung  (Table  5).  The 
post-perfusion  capillary  leak  syndrome  is  also  said 
to  show  certain  histological  similarities.  However. 


it  is  pulmonary  failure  of  the  type  seen  in  a person 
w ho  also  has  evidence  of  secondary  (hypovolemic) 
shock  with  which  we  are  presently  concerned. 
Here.  I believe,  shock  itself  is  of  etiological  signifi- 
cance. With  acute  shock  of  relatively  short  duration 
shock  lung  does  not  develop  and  this  is  why  it  has 
been  impossible  thus  far  to  find  shock  lung  following 
acute  hemorrhage  in  the  experimental  animal.  In- 
stead. it  is  in  chronic  shock2  where  the  state  of  shock 
has  been  sufficiently  prolonged  or  protracted  (as  by 
definition,  chronic  means  long  continued)  that  the 
characteristic  pulmonary  lesion  will  develop. 
Pathological  findings  of  this  nature  were  observed 
thirty  and  forty  years  ago  at  the  post-mortem  table 
and  were  attributed  to  the  “duration  of  the  shock 
state  as  patients  dying  early  in  shock  did  not  show 
it."2  Chronically  ill  and  debilitated  patients  were 
found  to  be  particularly  prone  to  respiratory  failure 
and  Moon3  has  called  this  a state  of  “sub-lethal" 
shock.  Turner2  found  this  term  inaccurate  as  many 
such  patients  did  die  and  came  to  autopsy  examina- 
tion and  he  first  used  the  term  “chronic  shock.” 
Five  years  later,  Clark  and  Lyons4  also  were  to  use 
the  term  chronic  shock  in  describing  these  mal- 
nourished and  depleted  patients. 

For  more  than  one  hundred  years  instances  of 
primary  shock  have  been  recognized.  Goltz5  in  1863 
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had  found  that  a blow  to  the  exposed  mesentery  of 
a frog  caused  a reflex  inhibition  of  the  heart  through 
the  vagus  and  a lessening  of  vascular  tone  in  the 
splanchnic  area.  Similar  primary  shock  of  neuro- 
genic origin  will  result  from  a head  injury.  However, 
it  was  not  until  World  War  I and  the  succeeding 
years  that  the  true  nature  of  secondary  or  hypo- 
volemic shock  became  understood  through  the 
work  of  Cannon,  Bayliss.  Blalock,  Parsons,  Phe- 
mister  and  others.  Blood  and  plasma  loss,  and  loss 
of  extra-cellular  fluid  and  electrolytes  were  all  rec- 
ognized as  events  resulting  in  the  loss  of  an  effective 
circulating  blood  volume.  The  decrease  in  the  oxy- 
gen carrying  capacity  of  blood  and  the  reduction  in 
colloid  osmotic  pressure  further  aggravate  the  hypo- 
volemia and  subsequent  secondary  vaso-constric- 
tion  of  the  hemorrhagic,  burned  or  dehydrated  pa- 
tient by  further  decreasing  tissue  perfusion  and  in- 
creasing capillary  damage.  Cellular  hypoxia,  capil- 
lary stasis,  dilatation  and  increased  permeability, 
anaerobic  metabolism  and  acidosis  now  take  place 
which  adds  even  further  to  the  inadequacy  of  tissue 
perfusion.  Moon  called  this  “circulatory  failure  of 
capillary  origin’’  and  his  well  known  “Vicious 
Circle’’  of  Shock  (Table  6)  gathers  together  most  of 
the  agents  and  events  which  cause  capillary  injury 
and  result  in  impaired  tissue  perfusion.  Others  have 
since  called  this  the  “shock  wheel.’’ 

The  effect  of  circulatory  failure  of  capillary  origin 
on  pulmonary  tissue  is  striking.  Capillary  stasis  and 
dilatation,  sludging  of  blood  cells,  increased  capil- 
lary permeability,  leakage  of  fluid,  diapedesis  of 
blood  cells,  perivascular  hemorrhage  and  interstitial 
and  alveolar  edema  are  the  characteristic  histolog- 
ical findings.  The  gross  appearances  are  similarly 
striking  and  the  pathophysiological  cause,  as  well  as 
effect,  of  this  congested,  edematous  and  heavy  lung 
is  of  course  anoxia  (Table  7). 

Slowing  of  blood  flow  and  swelling  and  edema  of 
interstitial  tissue,  as  well  as  of  the  alveolus  itself, 
results  in  a decrease  in  the  rate  of  diffusion  of  gases 
(oxygen  and  carbon  dioxide)  across  the  capillary 
alveolar  membrane.  There  is  arterio-venous  ad- 
mixture of  blood  gases  within  the  pulmonary  cir- 
culation and  the  poorly  oxygenated  blood  is  similar 
to  that  found  in  a patient  with  congenital  heart  dis- 
ease where  there  is  right  to  left  shunting  of  blood  due 
to  a congenital  defect  such  as  a patent  foramen 
ovale.  Loss  of  compliance  due  to  the  increasing  in- 
ability of  the  patient  to  expand  his  congested  lung 
is  the  other  characteristic  finding. 

Oxygen  administration  has  long  been  a corner- 
stone of  therapy  for  patients  in  cardiac  failure  and  in 
patients  with  severe  lobar  pneumonia  where  long 
ago  it  was  recognized  that  the  effect  of  pulmonary 
shunting  together  with  the  diminution  of  vital  capac- 
ity in  such  patients  resulted  in  severe  hypoxia.  Oxy- 
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one  of  the  many  things  you 
need  in  an  anticholinergic. 


Pro-BanthTne  is  considered  adjunctive 
in  total  peptic  ulcer  therapy  that  may 
include  diet,  conventional  antacids, 
bed  rest,  and  other  supportive  measures. 

Pro-BanthTne  is  provided  in  several 
different  dosage  forms  which  will  meet 
virtually  any  clinical  need.  It  is  just  as 
versatile  in  filling  patient  needs,  among 
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"Antiacid"  action  — Pro-BanthTne® 
(propantheline  bromide)  reduces  gastric 
secretory  volume  and  resting  total  and 
free  acid. 

"Analgesic"  action  — Pro-BanthTne  helps 
to  control  the  acid-spasm-pain  complex. 
Vigorous  anticholinergic  action  — 
Pro-BanthTne®  Vials,  30  mg.,  are  for 
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maintenance  dosage  in  mild  to 
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Before  prescribing,  please  consult  complete 
product  information,  a summary  of  which  follows: 
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obstructed urinary  tract  infections  (primarily  pyelo- 
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Contraindications:  Sulfonamide  hypersensi- 
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Warnings:  Safety  during  pregnancy  has  not  been 
established.  Sulfonamides  should  not  be  used  for 
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WARNINGS.  Since  drowsiness  may,  on  occasion,  occur 
with  use  of  this  drug,  patients  should  be  warned  of  this  pos- 
sibility  and  cautioned  against  driving  a car  or  operating 
dangerous  machinery. 

Usage  in  Children:  Clinical  studies  establishing  safety  and 
effectiveness  in  children  have  not  been  done;  therefore, 
usage  is  not  recommended  in  the  pediatric  age  group. 

Usage  in  Pregnancy:  See  “Contraindications.” 

ADVERSE  REACTIONS.  Drowsiness, 
dry  mouth  and,  on  rare  occasions,  nUUnlVJ  VUfiKF 
blurred  vision  have  been  reported. 


A division  of  Pfizer  Pharmaceuticals 
New  York,  New  York  10017 


Antivert/25  ChewableTablets 

(meclizine  HC1)  25  mg. 

for  motion  sickness 


Table  8 


Table  10 


Diagnosis  of  Shock  Li  ng 

1 . Few  reliable  early  changes  in  ventilatory  function  to  indicate 
onset  of  shock  lung 

2.  Patient  looks  good  for  24-48  hours  after  operation  or  stressful 
event 

3.  Gradual  onset  of  tachypnea,  dyspnea,  tachycardia,  fever  and 
cyanosis 

4.  Striking  absence  of  moist  rales 

5.  X-ray  of  chest  shows  extensive  scattered  fluffy  areas  of  in- 
filtrate, sometimes  a ground  glass  appearance  with  generalized 
hypolucency 

6.  Arterial  blood  gas  studies  show  hypoxemia  and  hypocarbia 

7.  Flypercapnia,  a late  sign  of  respiratory  failure 


Table  9 

Treatment  of  Shock  Lung 

1.  Volume  cycled  ventilator  if  arterial  PO2  less  than  60 

2.  Positive  end  expiratory  pressure  (PEEP)  at  5-10  cms.  H2O 

3.  Tracheostomy  sometimes  required 

4.  Correct  hypovolemia 

a.  Replace  blood  loss  with  blood 

b.  Give  serum  albumin  for  hypoproteinemia  and  to  reduce 
interstitial  pulmonary  edema 

c.  Isotonic  electrolyte  solution  in  extracellular  dehydration 

d.  Give  saline  sparingly 

e.  Dextran  to  improve  microcirculatory  blood  flow 

5.  Diuretics  (furosemide)  to  mobilize  excess  fluid 

6.  Digitalis  if  suspected  failure 

7.  Antibiotics  for  infection 

8.  Heparin  if  thromboembolism  suspected  and  also  in  presence 
of  disseminated  intravascular  coagulation 

9.  Adrenal  steroids  for  correction  of  capillary  permeability  and 
for  stabilization  of  lysosomal  membranes 


gen  administration  under  increased  pressure  to  pa- 
tients who  had  experienced  severe  trauma  had  also 
been  carried  out  occasionally  w ith  success,  particu- 
larly by  anesthesiologists.  However,  the  need  for 
long-term  mechanical  ventilation  in  the  conscious 
patient  had  not  been  widely  recognized  until  recent 
years,  nor  was  the  instrumentation  for  this  therapy 
available. 

The  early  diagnosis  of  shock  lung  is  difficult 
(Table  8).  It  is  of  value  to  have  a high  index  of  sus- 
picion. and  it  is  of  even  greater  value  to  order  suf- 
ficiently frequent  blood  gas  studies  so  as  to  keep  in 
touch  with  the  changing  pulmonary  picture.  Where- 
as. the  signs  and  symptoms  of  anoxemia  usually 
appear  w hen  the  oxygen  saturation  is  around  85%, 
which  would  be  what  we  would  expect  with  a P02 
of  less  than  60.  many  elderly  patients  with  chronic 
obstructive  lung  disease  are  slightly  hypoxic  and 
that  would  be  about  the  lower  limits  of  normal  in 
this  group.  Sleeplessness,  delirium,  cyanosis  and 
dyspnea  generally  start  to  appear  with  values  below 
this  level  and  in  patients  with  an  arterial  O2  satura- 
tion of  less  than  80%  and  P02  of  about  40-45  the  mor- 
tality will  be  quite  high  without  strenuous  therapy. 
It  should  be  re-emphasized  at  this  point  that  the 
postoperative  patient,  particularly  after  chest  sur- 


Preoperative  Patient  Evaluation 
(Conditions  to  treat  and/or  recognize) 

Chronic  obstructive  lung  disease 
(emphysema  and  bronchitis) 
Restrictive  lung  disease 
(fibrosis  and  pleuritis) 
Cardiovascular  disease 
Thrombo-embolic  disease 
Preoperative  trauma 
Anemia  — hypovolemia 
Weakness  — debility 
Malnutrition  — hypoproteinemia 
Immobilization  — bed  — chair 
Acute  and  chronic  infection 
Obesity  — ascites  — peritonitis 
Hepatic  and  renal  disease 


Table  11 

Preoperative  Measures  for  the 
Prevention  of  Postoperative  Shock  Lung 

1.  Correct,  or  make  note  of.  deficiencies  found  on  preoperative 
patient  evaluation 

2.  Preoperative  pulmonary  physiotherapy 

Breathing  and  coughing  exercises 
No  smoking 

intermittent  positive  pressure  breathing 

3.  Preoperative  psychotherapy  — establish  rapport  with  patient 

4.  Allay  fears  and  anxiety 


Table  12 

Postoperative  Measures  for  the 
Prevention  of  Postoperative  Shock  Lung 

1.  Adequate  blood  and  fluid  replacement 

2.  Active  postoperative  pulmonary  physiotherapy 

Deep  breathing  exercises 

Blow  bottle  — rebreathing  devices 

“Incentive  spirometry” 

Mucolytic  agents  and  bronchodilators  if  required 
Coughing  with  pressure 

3.  Frequent  change  of  position  — turn  from  side  to  side  every 
1-2  hours 

4.  Relief  of  pain  and  anxiety 

5.  (?)  Prophylactic  use  of  serum  albumin  in  large  amounts  to 
mobilize  interstitial  fluid  and  prevent  development  of  suspect- 
ed early  shock  lung 


gery.  will  often  look  deceptively  good  for  one  to 
two  days. 

The  treatment  of  shock  lung  is  now  fairly  well 
systematized  and  the  mainstay  of  treatment  is  the 
volume  cycled  ventilator  (Table  9).  By  mechanical 
ventilation  of  the  patient,  arterial  oxygen  saturation 
is  increased,  the  requirement  for  increased  cardiac 
output  is  diminished,  physical  work  of  respiration 
is  diminished  and  atelectatic  alveoli  are  re-expand- 
ed. The  provision  of  adequate  amounts  of  oxygen 
breaks  the  cycle  of  anoxia,  capillary  damage,  slow- 
ing of  blood  flow  and  further  anoxia.  In  addition,  it 
should  be  remembered  that  continuous  positive 
pressure  ventilation  has  resulted  sometimes  in  the 
successful  resuscitation  of  a patient  in  pulmonary 
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failure  who  was  not  responding  to  intermittent  posi- 
tive pressure  ventilation.  It  is  believed  that  this  may 
have  some  relationship  to  the  available  supply  of 
surfactant.  Damage  to  alveolar  type  II  cells  by 
anoxia  and  diminished  surfactant  may  possibly  have 
some  part  to  play  in  the  development  of  additional 
pulmonary  shunting  and  venous  arterial  admixture. 
Other  mainstays  in  the  therapy  of  shock  lung  are 
replacement  of  whole  blood,  maintenance  of  serum 
protein  level,  administration  of  diuretics  to  mobilize 
excessive  interstitial  and  intra-alveolar  water  and 
digitalization  of  the  patient  if  there  is  any  question 
of  cardiac  failure. 

The  routine  use  of  heparin,  dextran,  and  methyl- 
prednisolone  is  more  controversial.  Both  heparin 
and  dextran  have  been  recommended  in  order  to 
reduce  red  cell  and  platelet  aggregation  and  as  a 
way  to  improve  microcapillary  blood  flow.  Adrenal 
steroids  in  pharmacological  doses  have  been  recom- 
mended. The  objective  here  is  to  decrease  capillary 
permeability  and  to  stabilize  lysosomal  membranes 
thereby  preventing  the  release  of  hydrolytic  en- 
zymes into  the  circulation  as  well  as  into  the  sur- 
rounding tissue.  Adrenal  steroids  are  believed  to 
have  a large  number  of  other  beneficial  effects  in  the 
treatment  of  shock.  However,  the  experimental  evi- 
dence supporting  much  of  this  remains  controver- 
sial. Neither  dextran  nor  methyl-prednisolone  were 
administered  in  the  patient’s  case  just  presented. 

Finally,  the  best  treatment  is  prevention.  In  a 
case  like  the  one  just  presented,  a more  perceptive 
preoperative  patient  evaluation  might  have  brought 
us  to  understand  the  nature  of  the  operative  risk 
with  which  this  patient  was  being  confronted  (Table 
10).  Recognition  of  these  additional  factors  would 
result  also  in  the  institution  of  certain  preoperative 
and  postoperative  measures  aimed  at  the  maximum 
preparation  of  the  patient  for  surgery  (Tables  1 1 and 
12). 

Summary 

This  5 1-year-old  man  had  had  an  illness  of  about 
three  months’  duration  which  consisted  of  pneu- 
monia in  the  right  lung  followed  by  thromboembo- 
lism, bilateral,  and  characterized  by  prolonged  hos- 


pitalization, fever,  hypoproteinemia,  and  anemia. 
Despite  acceptable  pulmonary  function  studies,  this 
patient  was  found  later  to  have  pre-existing  asbesto- 
sis,  pulmonary  fibrosis  and  chronic  obstructive  lung 
disease  with  bullous  emphysema.  Because  of  this 
prolonged  and  debilitating  illness  and  in  view  of  the 
anemia  and  hypoproteinemia,  we  can  assume  also 
that  there  was  a diminished  blood  volume  at  the 
time  of  surgery. 

Although  the  operation  was  carried  out  without 
basic  difficulty,  some  extra-pleural  dissection  was 
required  in  view  of  the  dense  adhesions  at  the  left 
costophrenic  angle  and  the  blood  loss  was  estimated 
to  be  from  1000  to  1250  ml.  In  view  of  the  later  evi- 
dence of  some  fluid  at  the  left  base,  the  blood  loss 
might  have  been  greater.  He  received  500  cc.  of 
blood  during  surgery  which  in  retrospect  most 
probably  was  inadequate.  The  slight  hemoconcen- 
tration  (in  view  of  subsequent  hematocrit  values) 
during  the  first  two  postoperative  days  would  tend 
to  agree  with  the  retrospective  diagnosis  of  inade- 
quate blood  replacement  and  this,  together  with  the 
likelihood  of  a diminished  blood  volume  prior  to 
operation,  would  lead  to  the  development  of  moder- 
ate hypovolemic  shock  and  reduced  capillary  per- 
fusion of  vital  organs.  This  hypovolemia,  added  to  a 
pre-existing  C.O.L.D.  and  asbestosis,  was  suffi- 
cient in  this  post-thoracotomy  patient  to  result  in  the 
severe  hypoxia  characteristic  of  the  acute  respira- 
tory distress  syndrome. 
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Hyaline  Membrane  Disease  of  the 
Newborn,  Revisited 

PETER  B.  MACOMBER,  M.D.* 


Abstract 

The  exact  mechanism  by  which  hyaline  mem- 
branes are  formed  and  their  significance  in  the 
pathogenesis  of  hyaline  membrane  disease  of  the 
newborn  is  not  clear.  The  membranes  are  composed 
of  degenerating  alveolar  epithelium  admixed  with 
plasma  derived  substances  including  fibrin.  They 
require  a period  of  air  breathing  for  their  formation. 
Components  of  pulmonary  surfactant  are  scav- 
enged by  the  membranes.  Several  plasma  com- 
ponents inhibit  surfactant  activity.  Recovery  from 
the  disease  does  not  occur  until  new  epithelium 
regenerates  and  undergoes  functional  maturation. 
It  is  postulated  that  functional  surfactant  deficiency 
at  birth  causes  failure  of  the  majority  of  alveoli  to 
become  aerated  w hich  causes  overdistention  of  the 
alveolar  ducts  especially  during  inspiratory  efforts. 
These  stretching  forces  tear  epithelium  from  the 
basement  membrane  resulting  in  rapid  enzymatic 
cell  degradation  with  subsequent  defects  of  the 
basement  membrane  which  permit  entrance  of 
plasma  elements  w hich  combine  w ith  the  degenerat- 
ing epithelium.  Since  the  disease  may  be  reversible 
before  epithelial  injury  has  occurred,  it  is  recom- 
mended that  trials  be  conducted  using  experimental 
models  of  hyaline  membrane  disease  to  determine 
w hether  intratracheal  administration  of  pulmonary 
surfactant  of  natural  origin  at  the  moment  of  birth 
might  prevent  the  development  of  the  disease. 

During  my  training  as  a resident  in  pathology  in 
1954  to  1958.  I became  familiar  with  a mysterious 
disease  involving  newborn  infants.  This  disease  was 
the  cause  of  death  in  59c  of  all  autopsies  1 performed 
during  the  residency  and  389c  of  autopsies  on  infants 
dying  in  the  first  week  of  life.  Because  so  little  was 
known  about  the  etiology  and  treatment  of  the  dis- 
ease and  it  was  so  common,  it  became  a subject  of 
great  interest  and  frequent  speculation  among  my 
fellow  residents  in  pediatrics  and  pathology. 

This  disease  is  now  know  n either  as  hyaline  mem- 
brane disease  of  the  newborn  or  idiopathic  respira- 
tory distress  syndrome  of  the  newborn.  Its  clinical 
and  pathologic  features  have  been  well  de- 
scribed.l2Jl  4 The  disease  develops  chiefly  in  pre- 
mature infants  and  is  more  likely  to  occur  if  there 
has  been  an  episode  of  intrapartum  fetal  anoxia. 
The  incidence  is  likewise  increased  in  the  presence 
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of  maternal  diabetes,  the  second  born  of  twins,  in 
families  with  a prior  history  of  hyaline  membrane 
disease,  and  at  least  in  some  cases  after  Caesarean 
section.5  In  cases  involving  maternal  bleeding,  the 
incidence  of  hyaline  membrane  disease  is  reduced 
if  the  mother  is  brought  out  of  shock  by  blood  trans- 
fusion prior  to  performance  of  a Caesarean  section. 1 
The  disease  is  characterized  by  the  development  of 
dyspnea,  cyanosis,  sternal  retractions,  and  grunting 
respirations,  either  at  the  time  of  birth  or  within  the 
next  few  hours.  If  death  occurs  from  the  disease 
itself,  it  is  almost  always  within  the  first  three  to  four 
days  after  birth.  At  autopsy  the  lungs  are  congested, 
meaty  in  consistency,  and  nearly  airless.  Micro- 
scopically, there  is  widespread  atelectasis  of  the 
majority  of  the  alveoli  while  scattered  alveolar  ducts 
are  hyperdistended  by  air  and  others  are  lined  by 
hyaline  membranes.  If  one  attempts  to  reinflate  the 
lungs  w ith  air.  the  lungs  of  babies  dying  of  hyaline 
membrane  disease  are  found  to  be  much  less  dis- 
tensible than  the  lungs  from  newborn  babies  dying 
of  other  causes. 

In  the  year  following  my  residency  training,  I 
encountered  a case  of  hyaline  membrane  disease  in 
a 570  gram  infant  who  died  5 hours  after  birth.  Hya- 
line membranes  were  beginning  to  develop  in  what 
could  be  clearly  identified  as  partially  sheared  off 
alveolar  duct  epithelium.  This  baby  had  a twin  of 
similar  weight  who  died  20  minutes  after  birth.  Since 
both  babies  were  moribund  at  the  time  of  birth  and 
the  longer  survival  of  one  seemed  almost  a chance 
event.  I reasoned  that  an  examination  of  the  lung  of 
the  twin  dying  first  might  give  a view  of  an  earlier 
stage  of  the  disease.  The  chief  finding  was  one  of 
generalized  severe  atelectasis  with  extreme  over- 
distention of  isolated  alveolar  ducts  many  of  which 
showed  beginning  desquamation  of  the  lining  epi- 
thelium. This  suggested  that  shearing  forces  result- 
ing from  overdistention  of  alveolar  ducts  might  tear 
the  epithelium  off  the  basement  membrane  causing 
it  to  degenerate  and  form  the  nidus  of  a hyaline 
membrane. 

Until  the  present  I have  not  had  an  opportunity 
to  pursue  the  subject.  However,  when  Dr.  Cuprak 
invited  members  of  the  staff  at  Togus  to  present 
papers  on  the  subject  of  respiration  at  this  sympo- 
sium. I thought  this  might  be  a good  chance  to  renew 
my  acquaintance  with  hyaline  membrane  disease 
and  find  out  whether  my  hypothesis  was  of  any 
value  in  reaching  an  understanding  of  the  patho- 
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genesis  of  the  disease.  Reviewing  this  subject  after 
so  many  years  has  given  me  a feeling  similar  to  what 
Rip  Van  Winkle  must  have  felt  when  he  awoke  after 
sleeping  for  twenty  years.  The  number  of  excellent 
studies  which  have  been  carried  out  on  this  subject 
in  the  past  twenty  years  is  truly  phenomenal.  Many 
old  ideas  have  been  discarded  and  many  phenomena 
of  the  disease  have  been  satisfactorily  explained, 
but  the  overall  pathogenesis  is  still  unclear.  Many 
hypotheses  have  been  advanced  only  to  be  dis- 
carded as  more  information  has  been  accumulated. 
Realizing  this  has  made  me  humble  about  my  own 
speculations  and  I hope  my  ensuing  remarks  will 
be  accepted  in  this  vein. 

Of  the  many  factors  which  have  been  proposed  to 
play  a role  in  this  disease,  three  stand  out  and  seem 
especially  worthy  of  discussion.  These  are  pul- 
monary surfactant  deficiency,  constriction  of  the 
pulmonary  arterioles  with  hypoperfusion  of  the 
lungs,  and  necrosis  of  alveolar  epithelium  with  hya- 
line membrane  formation.  Of  the  three,  pulmonary 
surfactant  deficiency  has  probably  been  most  thor- 
oughly investigated.2  2 

Pulmonary  surfactant  is  secreted  in  the  alveoli 
of  the  lungs.  It  has  the  special  property  of  lowering 
surface  tension  as  the  surface  which  it  covers  is  re- 
duced in  area.  This  keeps  alveoli  which  have  ex- 
panded from  collapsing  during  expiration.  This 
property  is  imparted  chiefly  by  surface  active  phos- 
pholipids such  as  lecithin.  In  addition  to  this  surface 
layer,  there  is  a thin  liquid  hypophase  layer  separat- 
ing the  surface  of  the  alveolar  epithelium  from  air  in 
which  are  found  mucopolysaccharides,  sialo- 
mucins,  micelles  of  phospholipids,  and  possibly  also 
enzymes  that  convert  precursor  molecules  into  ac- 
tive phospholipids.  Several  plasma  components  are 
known  to  be  capable  of  inactivating  surfactant. 
These  include  fibrinogen,  a phospholipase,  and 
probably  also  a third  as  yet  unidentified  substance. h 

The  fetal  lung  secretes  a fluid  which  is  rich  in  pul- 
monary surfactant  and  low  in  specific  gravity.  This 
fluid  is  generally  rapidly  resorbed  after  air  breath- 
ing commences.  Amniotic  fluid  is  of  higher  specific 
gravity  and  lacks  significant  surfactant  activity. 
Using  premature  lambs  delivered  by  Caesarean  sec- 
tion, it  has  demonstrated  that  dilution  of  tracheal 
fluid  with  amniotic  fluid  reduces  lung  compliance 
and  produces  respiratory  distress: ' It  would  seem 
reasonable,  therefore,  to  postulate  that  deep  gasp- 
ing respirations  in  utero  as  a result  of  anoxia  or  cuta- 
neous stimulation  near  the  time  of  delivery  might 
cause  inhalation  of  amniotic  fluid  diluting  the  fetal 
lung  fluid  and  producing  lowered  surfactant  concen- 
tration. 

A clear  deficiency  of  surfactant  activity  and  ex- 
tractable phospholipids  has  been  demonstrated  re- 
peatedly in  the  lungs  of  babies  dying  of  hyaline 
membrane  disease  as  well  as  the  lungs  of  most  pre- 


mature babies  whose  birth  weight  is  below  1200 
grams.  A good  correlation  between  surfactant  ac- 
tivity and  susceptibility  to  hyaline  membrane  dis- 
ease has  been  found  in  premature  lambs  delivered 
by  Caesarean  section.8  Glucocorticoids  have  been 
found  to  induce  surfactant  production  by  alveolar 
epithelial  cells  in  immature  fetuses.  Administration 
of  glucocorticoids  24  hours  prior  to  delivery  of 
markedly  premature  lambs  or  human  infants  pre- 
vents the  development  of  hyaline  membrane  dis- 
ease. Parenthetically,  administration  of  glucocorti- 
coids after  delivery  has  no  beneficial  effect  on  the 
course  of  the  disease. 9 |0  !! 

Pulmonary  blood  flow  in  the  fetus  in  utero  is  con- 
trolled by  tonic  constriction  of  the  pulmonary 
arterioles.  By  shunting  blood  through  the  foramen 
ovale  and  ductus  arteriosus,  this  allows  both  the 
right  and  left  ventricles  to  contribute  to  cardiac  out- 
put, thereby  increasing  blood  flow  through  the  pla- 
centa. Intrauterine  asphyxia,  by  lowering  arterial 
oxygen,  causes  even  greater  pulmonary  arteriolar 
constriction  as  a mechanism  to  increase  placental 
flow  to  counteract  the  anoxia.  Aeration  of  the  lungs 
at  birth  causes  a dramatic  drop  in  resistance  to  blood 
flow  through  the  lungs  in  mature  lambs.  This  effect 
is  considerably  diminished  in  immature  lambs. 
Anoxia  and  atelectasis  cause  a return  of  pulmonary 
arteriolar  constriction  which  can  be  temporarily  re- 
duced by  injection  of  acetylcholine. 2 2 12 1 Treatment 
of  infants  with  established  hyaline  membrane  dis- 
ease with  acetylcholine  produces  a temporary  dra- 
matic improvement  in  pulmonary  blood  flow,  arte- 
rial oxygen,  and  many  clinical  features  of  the  dis- 
ease including  tachypnea  and  grunting  respiration. 
This  improvement  is  greater  than  that  produced  by 
inhalation  therapy  with  aerosolized  dipalmityl  leci- 
thin. a major  component  of  pulmonary  surfactant, 
which  somewhat  improves  pulmonary  compliance 
but  does  not  improve  oxygen  uptake  by  the  lungs. 14 
Autopsy  studies  of  lungs  from  babies  dying  of  hya- 
line membrane  disease  show  intense  pulmonary  ar- 
teriolar vasoconstriction  which  remains  even  days 
after  death.15  Infants  of  diabetic  mothers  who  are 
more  prone  to  hyaline  membrane  disease  than  nor- 
mal infants  show  significantly  diminished  pulmo- 
nary blood  flow  as  compared  with  normal  infants 
even  in  the  absence  of  respiratory  symptoms.15  A 
case  of  hyaline  membrane  disease  has  been  report- 
ed in  which  a sequestered  portion  of  lung  which  re- 
ceived its  blood  supply  only  from  the  aorta  did  not 
show  hyaline  membrane  disease  as  did  the  remain- 
der of  the  lung.17  It  is  of  interest  that  some  peptides 
released  from  fibrinogen  during  conversion  to  fibrin 
(fibrinopeptides)  are  capable  of  producing  intense 
prolonged  pulmonary  arteriolar  vasoconstriction 
with  loss  of  pulmonary  compliance. 18 

The  mechanism  of  hyaline  membrane  formation 
is  still  unknown.  Membranes  are  never  seen  in  still- 
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horn  infants,  require  a period  of  air  breathing  prior 
to  their  formation  and  form  only  in  parts  of  the  lung 
which  have  been  aerated.  In  humans  they  are  sel- 
dom seen  in  babies  dying  less  than  five  hours  after 
birth.  When  seen  at  this  time,  they  consist  of  easily 
recognizable  alveolar  epithelium  undergoing  de- 
generation but  in  babies  living  longer  the  mem- 
branes become  more  homogeneous  with  less  con- 
spicuous cellular  elements  and  can  be  shown  by 
.fluorescent  antibody  technique  to  contain  plasma 
elements  including  fibrin.  Electron  microscopy  at 
this  stage  shows  autolyzed  cellular  debris  admixed 
w ith  amorphous  and  fibrillar  material  and  there  may 
be  defects  in  the  underlying  basement  membrane 
which  separates  the  alveolar  epithelium  from  the 
pulmonary  capillaries.  In  normal  infants,  the  Hale 
stain  demonstrates  a thin  layer  of  mucopolysac- 
charides lining  the  surface  of  the  alveoli.  This 
material  is  generally  absent  in  lungs  of  infants  dying 
of  hyaline  membrane  disease  except  in  the  hyaline 
membranes  themselves  which  often  show  a strongly 
positive  Hale  stain. : 4 15  Similarly  fluorescent  anti- 
bodies against  foam  purified  pulmonary  surfactant 
show  striking  localization  of  antigen  in  hyaline 
membranes  and  marked  depletion  of  the  antigen  on 
the  surfaces  of  intact  alveolar  epithelium.1"  l ight 
and  electron  microscopic  studies  on  premature 
infants  living  less  than  four  hours  show  a distinctive 
acidophilic  necrosis  of  alveolar  epithelium  often 
associated  with  partial  detachment  of  epithelium 
from  the  basement  membrane  which  can  occur 
w ithin  a few  minutes  of  birth  following  a few  gasp- 
ing respirations  or  after  artificial  ventilation.2'  Simi- 
lar rapid  changes  in  the  epithelium  have  been  ob- 
served w ithin  five  minutes  after  artificial  respiration 
of  premature  Rhesus  monkeys  delivered  by  Cae- 
sarean section.21  Clinical  recovery  from  hyaline 
membrane  disease  is  paralleled  by  regeneration  and 
functional  recovery  of  the  damaged  alveolar  epi- 
thelium.22 In  view-  of  these  findings  together  with 
the  failure  of  glucocorticoids  to  affect  the  disease 
after  it  is  established,  it  would  seem  important  to 
initiate  treatment  before  the  alveolar  epithelium  has 
been  damaged. 

Returning  to  my  initial  hypothesis  regarding  the 
development  of  hyaline  membranes.  I think  it  is 
reasonable  to  postulate  the  following  sequence  of 
events. 

1. )  There  may  be  a deficiency  of  pulmonary  sur- 
factant in  the  fetal  lung  fluid  at  the  time  of  birth.  This 
could  be  a result  either  of  immaturity  of  the  lung, 
prolonged  inadequate  pulmonary  blood  flow  as  a 
result  of  intrauterine  anoxia,  endocrine  factors  de- 
laying surfactant  synthesis  or  by  dilution  of  fetal 
lung  fluid  by  deep  inhalation  of  amniotic  fluid  which 
in  some  cases  might  contain  substances  antagonistic 
to  surfactant  activity. 

2. )  This  deficiency  may  prevent  the  great  major- 


ity of  terminal  alveoli  from  becoming  aerated  during 
initial  respiration  causing  the  alveolar  ducts  to  be- 
come overdistended  especially  during  inspiration 
or  artificial  respiration.  Repeated  shearing  forces  on 
the  epithelium  may  tear  the  epithelium  off  the  base- 
ment membrane  resulting  in  liberation  of  membrane 
enclosed  hydrolytic  enzymes  which  in  turn  would 
produce  rapid  enzymatic  cell  degradation.  Asso- 
ciated damage  to  the  basement  membrane  would 
permit  entrance  of  plasma  elements  including  fibrin- 
ogen and  other  clotting  factors  which  admixed  with 
lung  thromboplastin  (?  identical  with  elements  of 
pulmonary  surfactant)  would  produce  fibrin  and  in- 
activate pulmonary  surfactant.  Once  formed  these 
membranes  would  continue  to  absorb  and  inacti- 
vate residual  surfactant.  Pulmonary  arteriolar  vaso- 
constriction might  be  enhanced  by  release  offibrino- 
peptides  during  conversion  of  fibrinogen  to  fibrin. 

3.)  Since  the  disease  is  theoretically  reversible 
before  epithelial  injury  develops,  it  might  be  pos- 
sible to  prevent  the  disease  by  intratracheal  admin- 
istration of  surfactant  at  the  moment  of  birth  before 
or  during  initial  respiratory  efforts.  Needless  to  say 
such  studies  should  be  carried  out  in  experimental 
animal  models  before  consideration  of  human 
trials.4  Also,  since  relatively  poor  results  have  been 
observed  following  administration  of  aerosolized 
pure  dipalmityl  lecithin  14  :,and  membranes  contain 
other  components  of  surfactant,1 19  a trial  with  sur- 
factant of  natural  origin  might  be  more  likely  to  be 
effective. 

There  are.  however,  other  possible  pathogenetic 
mechanisms  against  which  this  approach  might  not 
be  effective.  For  example,  adult  hyaline  membrane 
disease  or  respiratory  distress  syndrome  which  ex- 
cept for  the  patterns  of  atelectasis  resembles  hyaline 
membrane  disease  of  the  newborn  can  be  produced 
by  a variety  of  conditions  associated  with  intravas- 
cular coagulation.  An  excellent  model  can  be  pro- 
duced in  dogs  by  intravenous  administration  of 
thrombin  in  which  there  is  produced  atelectasis, 
hyaline  membrane  formation,  and  loss  of  lung  com- 
pliance and  pulmonary  surfactant  activity.24  Serum 
from  cord  blood  of  infants  w ho  develop  respiratory 
distress  contains  elevated  concentrations  of  a fibrin- 
ogen split  product.18  Entrance  of  thromboplastin 
from  the  endometrial  lining  or  placenta  into  the  fetal 
circulation  conceivably  might  initiate  such  a pro- 
cess. In  the  model  of  experimental  hyaline  mem- 
brane disease  in  Rhesus  monkeys  previously  men- 
tioned,21 an  antigen  was  found  within  the  beginning 
hyaline  membranes  which  reacted  with  fluorescein- 
labeled  antibody  against  pepsinogen  suggesting  the 
possibility  of  aspiration  of  gastric  secretions  as  a 
pathogenetic  mechanism.  It  is  also  of  interest,  al- 
though not  antagonistic  to  my  hypothesis,  that  it 
has  been  shown  that  premature  human  infants  lack 
serum  plasminogen  and  that  administration  of  plas- 
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minogen  to  infants  at  the  time  of  birth  significantly 
reduces  the  severity  and  increases  survival  in  hya- 
line membrane  disease.25 

In  summary,  shearing  of  alveolar  duct  epithelium 
from  the  underlying  basement  membrane  appears  to 
be  a reasonable  explanation  for  the  formation  of 
hyaline  membranes  in  hyaline  membrane  disease 
of  the  newborn,  the  disease  may  be  much  more  dif- 
ficult to  treat  once  this  has  occurred,  and  it  is  at  least 
conceivable  that  the  disease  may  be  averted  by  pro- 
phylactic administration  of  pulmonary  surfactant 
intratracheally  at  the  time  of  birth.  However,  since 
there  are  other  possible  pathogenetic  mechanisms 
and  since  there  may  well  be  practical  difficulties  in 
appropriate  administration  of  surfactant,  no  con- 
clusions can  be  reached  until  experimental  trials 
have  been  conducted. 
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(polymyxin  B-bacitracin-neomycin) 

Each  gram  contains:  Aerosporin%  brand  Polymyxin  B Sulfate  5,000  units;  zinc  bacitracin  400  units; 
neomycin  sulfate  5 mg  (equivalent  to  3.5  mg  neomycin  base);  special  white  petrolatum  qs. 

In  tubes  of  1 oz  and  1/2  oz  and  1/32  oz  (approx.)  foil  packets. 


INDICATIONS:  Therapeutically,  used  as  an  adjunct  to  appropriate  systemic 
therapy  for  topical  infections,  primary  or  secondary,  due  to  susceptible  organ- 
isms, as  in:  • infected  burns,  skin  grafts,  surgical  incisions,  otitis  externa 

• primary  pyodermas  (impetigo,  ecthyma,  sycosis  vulgaris,  paronychia)  • second- 
arily infected  dermatoses  (eczema,  herpes,  and  seborrheic  dermatitis) 

• traumatic  lesions,  inflamed  or  suppurating  as  a result  of  bacterial  infection. 
Prophylactically,  the  ointment  may  be  used  to  prevent  bacterial  contamination 

in  burns,  skin  grafts,  incisions,  and  other  clean  lesions.  For  abrasions,  minor  cuts 
and  wounds  accidentally  incurred,  its  use  may  prevent  the  development  of 
infection  and  permit  wound  healing. 

CONTRAINDICATIONS:  Not  for  use  in  the  eyes  or  external  ear  canal  if  the  eardrum 
is  perforated.  This  product  is  contraindicated  in  those  individuals  who  have 
shown  hypersensitivity  to  any  of  the  components. 

WARNING;  Because  of  the  potential  hazard  of  nephrotoxicity  and  ototoxicity 
due  to  neomycin,  care  should  be  exercised  when  using  this  product  in  treating 
extensive  burns,  trophic  ulceration  and  other  extensive  conditions  where 


absorption  of  neomycin  is  possible.  In  burns  where  more  than  20  percent  of  the 
body  surface  is  affected,  especially  if  the  patient  has  impaired  renal  function 
or  is  receiving  other  aminoglycoside  antibiotics  concurrently,  not  more  than 
one  application  a day  is  recommended. 

PRECAUTIONS:  As  with  other  antibacterial  preparations,  prolonged  use  may 
result  in  overgrowth  of  nonsusceptible  organisms,  including  fungi.  Appropriate 
measures  should  be  taken  if  this  occurs. 


ADVERSE  REACTIONS:  Neomycin  is  a not  uncommon  cutaneous  sensitizer. 

Articles  in  the  current  literature  indicate  an  increase  in  the  prevalence  of  persons 
allergic  to  neomycin.  Ototoxicity  and  nephrotoxicity  have  been  reported 
(see  Warning  section). 


Complete  literature  available  on  request  from  Professional  Services  Dept.  PML. 
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DVAZIDE 

makes  sense 


Each  capsule  contains  50  mg. 
of  Dyrenium^  (brand  of  triamterene) 
and  25  mg.  of  hydrochlorothiazide. 
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Before  prescribing,  see  complete  prescribing  in- 
formation in  SK&F  literature  or  PDF.  The  following 
is  a brief  summary. 


WARNING 

This  fixed  combination  drug  is  not  indicated  for 
initial  therapy  of  edema  or  hypertension.  Edema 
or  hypertension  requires  therapy  titrated  to  the 
individual  patient.  If  the  fixed  combination  rep- 
resents the  dosage  so  determined,  its  use  may 
be  more  convenient  in  patient  management.  The 
treatment  of  hypertension  and  edema  is  not 
static,  but  must  be  reevaluated  as  conditions  in 
each  patient  warrant. 


Indications:  Edema:  That  associated  with  congestive 
heart  failure,  cirrhosis  of  the  liver,  the  nephrotic 
syndrome;  steroid-induced  and  idiopathic  edema; 
edema  resistant  to  other  diuretic  therapy.  Mild  to 
moderate  hypertension:  Usefulness  of  the  triam- 
terene component  is  limited  to  its  potassium-sparing 
effect. 

Contraindications:  Pre-existing  elevated  serum  po- 
tassium. Hypersensitivity  to  either  component.  Con- 
tinued use  in  progressive  renal  or  hepatic  dysfunction 
or  developing  hyperkalemia. 


quently  — both  can  cause  potassium  retention  and 
sometimes  hyperkalemia.  Two  deaths  have  been 
reported  in  patients  on  such  combined  therapy  (in 
one,  recommended  dosage  was  exceeded;  in  the 
other,  serum  electrolytes  were  not  properly  moni- 
tored). Observe  patients  on  ‘Dyazide’  regularly  for 
possible  blood  dyscrasias,  liver  damage  or  other  idio- 
syncratic reactions.  Blood  dyscrasias  have  been  re- 
ported in  patients  receiving  Dyrenium  (triamterene, 
SK&F).  Rarely,  leukopenia,  thrombocytopenia, 
agranulocytosis,  and  aplastic  anemia  have  been 
reported  with  the  thiazides.  Watch  for  signs  of  im- 
pending coma  in  acutely  ill  cirrhotics.  Thiazides  are 
reported  to  cross  the  placental  barrier  and  appear  in 
breast  milk.  This  may  result  in  fetal  or  neonatal 
hyperbilirubinemia,  thrombocyt  open  ia,  altered 
carbohydrate  metabolism  and  possibly  other  ad- 
verse reactions  that  have  occurred  in  the  adult.  When 
used  during  pregnancy  or  in  women  who  might  bear 
children,  weigh  potential  benefits  against  possible 
hazards  to  fetus. 

Precautions:  Do  periodic  serum  electrolyte  and  BUN 
determinations.  Do  periodic  hematologic  studies 
in  cirrhotics  with  splenomegaly.  Anti  hypertensive 
effects  may  be  enhanced  in  postsympathectomy 


patients.  The  following  may  occur:  hyperuricemia 
and  gout,  reversible  nitrogen  retention,  decreasing 
alkali  reserve  with  possible  metabolic  acidosis,  hyper- 
glycemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  patients. 
Concomitant  use  with  antihypertensive  agents  may 
result  in  an*  additive  hypotensive  effect.  'Dyazide' 
interferes  with  fluorescent  measurement  of 
quinidine. 

Adverse  Reactions:  Muscle  cramps,  weakness,  diz- 
ziness, headache,  dry  mouth;  anaphylaxis;  rash, 
urticaria,  photosensitivity,  purpura,  other  derma- 
tological conditions;  nausea  and  vomiting  (may  in- 
dicate electrolyte  imbalance),  diarrhea,  constipation, 
other  gastrointestinal  disturbances.  Necrotizing 
vasculitis,  paresthesias,  icterus,  pancreatitis, 
xanthopsia  and,  rarely,  allergic  pneumonitis  have 
occurred  with  thiazides  alone. 

Supplied:  Bottles  of  100  capsules;  in  Single  Unit 
Packages  of  100 (intended  for  institutional  use  only). 

SK&F  Co.,  Carolina,  P.R.  00630 

Subsidiary  of  SmithKline  Corporation 


Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia  de- 
velops or  dietary  potassium  intake  is  markedly 
impaired.  Enteric-coated  potassium  salts  may  cause 
small  Ixwel  stenosis  with  or  without  ulceration. 
Hyperkalemia  ( =-5.4  mEq/L)  has  been  reported  in 
4%  of  patients  under  60  years,  in  12%  of  patients  over 
60  years,  and  in  less  than  8%  of  patients  overall. 
Rarely,  cases  have  been  associated  with  cardiac  ir- 
regularities. Accordingly,  check  serum  potassium 
during  therapy,  particularly  in  patients  with  sus- 
pected or  confirmed  renal  insufficiency  (c.g.,  elderly 
or  diabetics).  If  hyperkalemia  develops,  substitute  a 
thiazide  alone.  If  spironolactone  is  used  concomi- 
tantly with  'Dyazide',  check  serum  potassium  fre- 


‘DYAZIDE’ 

Just  once  or  twice  daily  for  maintenance. 
Hydrochlorothiazide  to  help  keep 
blood  pressure  down  and  triamterene 
to  help  keep  potassium  levels  up. 


Actinomycosis 

Wilfred  Guerra,  M.D.* 


Four  cases  of  actinomycosis  were  diagnosed  and 
treated  in  a seven-year  period  at  the  Veterans  Ad- 
ministration Center,  Togus.  The  site  of  involvement 
Was  different  for  each  one.  Penicillin  was  the  anti- 
biotic of  choice,  combined  with  appropriate  adjunc- 
tive surgery.  Recovery  occurred  in  all  cases,  with  no 
relapse  or  recurrence  to  date. 

Material  and  Methods 
The  first  case  in  this  group  appeared  in  l%8  as 
pleuropulmonary  actinomycosis  and  it  was  reported 
in  detail  by  Turner.1  In  the  second  case,  intra- 
abdominal infection  recurred  following  an  appen- 
dectomy. The  third  patient  presented  with  chronic 
infection  in  the  left  sub-maxillary  region.  The  last 
case  was  seen  recently  for  perianal  inflammatory 
swelling. 

Identification  was  based  on  morphological  char- 
acteristics, Gram-positive  non-sporulating  organ- 
isms, and  also  on  culture  requirements,  enriched 
nutrient  broth  under  anaerobic  conditions.  A single 
“sulfur”  granule  was  recovered  from  the  last  pa- 
tient when  an  abscess  was  drained  and  it  presented 
typical  microscopic  features. 

Case  Reports 

Case  I:  L.D..  a 51-year-old  male,  was  admitted  April  16.  1968 
because  of  pain  in  the  chest,  cough,  and  general  symptoms  of 
chills,  fever,  and  malaise.  Chest  x-rays  showed  two  air  fluid 
levels  at  the  right  base  and  a small  area  of  density  in  the  upper 
right  lung  field.  From  the  purulent  material  obtained  by  tho- 
racentesis of  the  pleural  empyema,  Actinomyces  israelii  were 
demonstrated  microscopically  and  by  cultures.  Drainage  was 
accomplished  by  a closed  thoracotomy  and  large  doses  of  penicil- 
lin were  administered.  Treatment  also  included  irrigation  of  the 
pleural  cavity  with  penicillin  solution.  The  lung  density  resolved. 
The  empyema  diminished  considerably  when  Lipiodol  was  in- 
jected into  the  chest  tube  and  a bronchopleural  fistula  was  dem- 
onstrated. Penicillin  was  continued  until  the  fistula  had  closed. 

Case  2:  L.S.,  a 23-year-old  male,  was  admitted  August  8.  1970 
complaining  of  a painful  lump  in  the  right  groin  of  two  weeks' 
duration.  The  pain  became  worse  and  he  felt  feverish  the  day 
before  admission.  The  past  history  was  significant  for  an  appen- 
dectomy in  February  of  1 966  and  ten  months  later  a right  inguinal 
herniorrhaphy  was  done  while  in  Viet  Nam.  A painful  lump 
appeared  in  January  1970  at  the  right  groin  similar  to  the  present 
illness.  He  was  admitted  at  that  time  for  a possible  recurrent 
hernia  but  at  surgery  an  abscess  was  found  and  drained.  Cultures 
revealed  no  growth  and  recovery  was  uneventful. 

Examination  on  this  admission  revealed  a young  male  in  slight 
distress.  His  temperature  was  99°.  The  heart  was  normal  and  the 
lungs  were  clear.  The  abdomen  was  flat  and  soft  and  there  were 
two  transverse  scars  in  the  right  lower  quadrant.  I n relation  to  the 
lower  scar  there  was  a tender  lump  approximately  3 cm.  in 
diameter,  non-reducible  and  non-fluctuant.  The  white  blood 
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count  was  13.680  with  79%  neutrophils,  18%  lymphocytes,  2% 
monocytes,  and  1%  eosinophils.  Urinalysis  was  normal.  The 
chest  x-ray  was  negative. 

The  abscess  ruptured  and  drained  spontaneously  during  the 
night  with  relief  of  pain  and  a drop  in  body  temperature.  Drainage 
of  mucopurulent  material  continued  at  the  sinus  tract  opening 
that  formed  in  the  middle  of  the  lower  incisional  scar.  Repeated 
cultures  showed  no  growth.  Later,  a probe  was  passed  through 
the  oblique  tract  into  the  abdominal  wall.  The  tract  was  vis- 
ualized in  a sinogram  but  it  did  not  enter  into  the  peritoneal  cavity 
or  bowel.  A barium  enema  was  reported  to  be  within  normal 
limits. 

On  August  18.  1970.  the  sinus  tract  was  excised.  It  appeared  to 
taper  and  end  at  the  peritoneal  layer.  However,  at  that  point  a 
small  opening  was  found  that  led  into  a loculated  intraperitoneal 
abscess  2 to  3 cm.  in  diameter  which  was  drained  and  its  purulent 
contents  were  cultured.  The  abdomen  was  sutured  in  layers  with 
a Penrose  drain  in  the  abscess  cavity.  The  drain  was  removed  on 
the  third  day  and  that  night  the  wound  area  became  painful  and 
the  temperature  rose  to  103°.  Lincomycin  was  given  empirically 
and  in  48  hours  the  pain  and  temperature  subsided.  Skin  sutures 
were  removed  on  the  usual  seventh  day  and  the  incision  was 
healing  and  clean.  One  week  later  the  culture  growth  was  re- 
ported positive  for  A.  israelii.  Large  doses  of  intravenous  penicil- 
lin therapy  was  started.  A generalized  faint  erythematous  drug 
rash  developed  during  the  fourth  week  of  treatment  which  was 
controlled  by  Benadryl."  The  antibiotic  was  discontinued  Oct. 
15,  1970. 

Case  3:  J.S.,  a 43-year-old  male,  continuously  hospitalized  for 
chronic  schizophrenia  for  the  past  ten  years,  was  seen  in  consul- 
tation Dec.  3.  1971  for  swelling  in  the  left  submaxillary  region 
which  began  three  weeks  before  and  which  now  started  to  bother 
him.  He  smoked  up  to  three  packages  of  cigarettes  per  day.  The 
mass  was  ill-defined  and  non-tender.  The  ears,  nose,  and  throat 
were  not  remarkable.  The  teeth  were  in  fair  repair  and  the  gums 
were  not  inflamed.  The  tongue  was  coated  and  the  buccal  mucosa 
appeared  intact.  No  nodules  were  palpable  in  the  floor  of  the 
mouth  and  there  was  no  cervical  node  involvement.  The  heart 
was  normal  and  the  lungs  were  clear.  The  abdomen  was  fiat  and 
soft. 

More  diagnostic  work-up  was  requested.  X-rays  of  the 
paranasal  sinuses  showed  good  visualization  with  no  evidence  of 
facial  bone  destruction.  The  hypopharynx  and  larynx  were  de- 
scribed as  within  normal  appearance. 

There  was  no  dental  condition  present  to  account  for  the 
swelling.  However,  it  was  noted  that  the  left  lower  third  molar 
was  extracted  six  months  earlier.  X-ray  films  of  the  mandible 
showed  the  tooth  socket  filled  with  new  bone  and  the  rest  of  the 
mandible  free  of  disease. 

On  Dec.  25,  1971 , the  pain  became  worse.  The  body  tempera- 
ture ranged  from  100  to  101.2°.  The  white  blood  count  was  12,300 
with  87%  neutrophils,  10%  lymphocytes,  and  3%  monocytes.  A 
urinalysis  was  negative.  The  chest  x-ray  was  negative.  Ampicil- 
lin  was  started  and  the  next  day  he  was  transferred  to  the  Surgical 
Service.  Examination  at  this  time  revealed  the  swelling  slightly 
increased,  measuring  6x3  cm.  and  more  tender  but  no  skin  red- 
ness was  noted. 

Two  days  later  he  was  taken  to  the  operating  room.  The 
swelling  was  aspirated  first  with  a needle  and  syringe.  About  15 
cc.  of  grayish  yellow  pus  was  obtained  and  sent  directly  to  the 
laboratory  in  the  syringe  for  cultures.  The  inflammatory  mass 
was  incised  and  drained.  The  ampicillin  was  continued  post- 
operatively.  By  Jan.  7,  1972.  the  cultures  had  produced  a growth 
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Table  1 


Si  mmary  of  Actinomycosis  Cases 

Admission 

Possible  source  or 

Time 

A ntibiotic 

Adjunctive  surgical 

date,  sex,  age 

Diagnosis 

route  of  invasion 

lapse 

therapy  ( duration ) 

treatment 

Case  1 

I-V  aq.  penicillin 

Closed  thoracotomy 

4/16/68 

Pleuropulmonary 

Break  down  of  small 

2 

20  M units/day/63 

with  under-water  seal 

L.  D. 

M 68 

actinomycosis 

lung  abscess 

weeks 

I-M  proc.  penicillin 

tube  drainage. 

2.4  M units/day/21 

Irrigation  of  pleural 

(12  weeks) 

cavity  with  2 M units 
penicillin  daily. 

Case  2 

I-V  aq.  penicillin 

Excision  of  abdominal 

8/8/70 

Intra-abdominal 

Previous 

4‘/2 

6 M units/day/51 

wall  sinus  tract; 

L.  S. 

M 23 

abscess  — A.  israelii 

appendectomy 

years 

(6 Vi  weeks) 

drainage  of  intra- 
abdominal abscess. 
(8/8/70) 

Case  3 

I-V  aq.  penicillin 

Incision  and  drain- 

12/3/72 

Submax  illary 

Tooth 

6 

20  M units/day/32 

age. 

J.  S. 

M 43 

actinomycosis 

extraction 

mos. 

(3*/i  weeks) 

(12/27/72) 

Case  4 

Perianal  abscess 

I-V  aq.  penicillin 

12/19/74 

(actinomycotic) 

Anorectal  crypts 

5 

2-  M units/day/16 

Incision  and  drainage 

G.  J. 

M 48 

Diabetes  mellitus 

years 

12  M units/day/13 
(4  weeks) 

(12/20/74) 

of  A.  israelii.  The  treatment  was  changed  to  large  doses  of 
intravenous  penicillin.  The  inflammation  resolved  gradually  and 
treatment  terminated  Feb.  18,  1972. 

Case  4:  G.J.,  a 48-year-old  male,  known  diabetic,  allegedly 
controlled  bydietalone,  was  admitted  Dec.  19.  1974  complaining 
of  pain  and  swelling  on  the  left  side  of  his  anus  which  began  four 
or  five  days  before  admission.  A similar  illness  had  occurred  five 
years  previously  which  required  incision  and  drainage. 

The  physical  examination  was  not  remarkable  except  for  a 
moderately  tender,  reddened  swelling  left  of  the  anus.  A small 
opening  was  present  to  the  inflamed  skin  zone  just  lateral  to  the 
anal  orifice  from  which  a small  amount  of  mucopurulent  material 
drained. 

The  white  blood  count  was  6,665  with  64%  neutrophils,  28% 
lymphocytes,  and  8%  monocytes.  A urinalysis  showed  the 
specific  gravity  to  be  1 .032,  a 4+  glucose,  4+  ketone,  and  a trace 
of  protein.  The  blood  sugar  determination  was  271  mg. 

Under  anesthesia  the  next  day,  examination  revealed  indura- 
tion of  the  left  anal  wall  contiguous  with  the  reddened  perianal 
swelling.  A probe  into  the  skin  opening  led  into  a small  superficial 
abscess  cavity.  Then  the  incision  was  made  through  the  skin 
opening  in  a radial  plane  to  the  anus.  No  internal  opening  was 
present.  However,  a small  pale  yellow  granule  2 to  3 mm.  in 
diameter  was  found  in  the  abscess  cavity.  This  was  sent  to  the 
laboratory  with  a specimen  of  bloody  purulent  material  for  cul- 
ture with  sensitivity  studies.  The  abscess  cavity  was  packed 
lightly  with  a strip  of  iodoform  gauze.  Sitz  baths  were  started  the 
next  day  and  the  gauze  strip  was  removed.  The  diabetes  was 
stabilized  with  regular  insulin  based  on  4-way  urines.  On  the 
third  postoperative  day,  he  was  discharged  from  the  hospital 
upon  his  insistence  (Dec.  23,  1974). 

Slide  preparations  made  of  the  tiny  granule  were  stained  with 
methenamine  silver  nitrate.  Masses  of  Gram-positive  filaments 
that  were  surrounded  by  inflammatory  cells  were  observed  mic- 
roscopically (Figure  I).  Other  sections  were  stained  with 
hematoxylin  and  eosin.  These  findings  of  the  “sulfur"  granule 
were  typical  of  Actinomyces. 

The  patient  was  convinced  to  accept  readmission  and  penicil- 
lin therapy  was  begun  Jan.  27,  1975.  At  that  time,  examination  of 
the  anus  showed  a non-tender  linear  scar  2 cm.  long  correspond- 
ing to  the  recent  incision.  It  was  not  completely  bridged  by 
epithelium  and  there  was  a band  of  induration  at  the  base.  He 
received  a course  of  intravenous  penicillin  via  a heparin  lock 
needle  and  it  was  terminated  on  Feb.  26,  1975  at  which  time  he 
again  wished  to  be  discharged.  The  inflammation  was  gone  com- 


Fig.  I.  View  of  "sulfur"  granule  from  Case  3.  (Methenamine 
silver  nitrate  stain,  X75) 


pletely.  On  leaving,  he  volunteered  the  information  that  he  felt 
completely  free  of  discomfort  for  the  first  time  since  his  illness 
began  five  years  previously. 

These  four  cases  are  summarized  in  Table  1. 

Comment 

Actinomyces  israelii,  a Gram-positive  non- 
sporulating  organism,  requires  enriched  culture 
media  for  growth  (thioglycolate  or  brain-heart  in- 
fusion) and  anaerobic  or  microaerophilic  conditions. 
Growth  is  slow  in  culture  but  it  may  be  enhanced 
under  carbon  dioxide.  This  organism  is  usually 
mixed  with  other  organisms  which  grow  more  rapid- 
ly and  therefore  the  culture  material  should  not  be 
discarded  too  early.  Fastidious  requirements  and 
slow  growth  are  characteristic  properties  which 
make  diagnosis  difficult.  When  possible,  the  speci- 
men for  culture  should  be  collected  as  fluid  aspirate 
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as  in  Case  3,  J.S.,  and  appropriately  transported  to 
the  laboratory.2 

Infections  with  A.  israelii  are  endogenous.  It  is 
not  unusual  to  find  the  organism  in  the  tonsillar 
crypt,  scrapings  of  teeth  and  gums,  and  in  the  gas- 
trointestinal tract  (appendix'*  and  anorectal  region4). 
Trauma,  disease,  or  surgical  manipulation  is  essen- 
tial for  invasion  of  tissue  by  these  organisms.  Some- 
times the  infection  may  remain  dormant  for  a long 
time  (years)  as  suspected  in  Case  2,  L.S.,  and  Case 
4,  G.J.  Actinomycosis  is  characterized  by  chronic, 
destructive  abscesses  of  connective  tissue  which 
eventually  penetrate  through  the  skin  or  into  ad- 
jacent viscera  resulting  in  sinuses  or  fistulae. 
Lymphatic  spread  does  not  occur  but  dissemination 
through  the  blood  stream  is  possible. 

Actinomycotic  pus5  consists  of  typically  dense 
infiltration  of  inflammatory  cells,  mainly  polymor- 
phonuclear leukocytes,  in  the  center  of  which  are 
colonies  of  Actinomyces  w hich  present  as  “sulfur” 
granules.  The  colonies  are  imbedded  in  a matrix  of 
calcium  phosphate**  and  the  center  consists  of 
central  filamentous  mycelia  with  characteristic 
clubbing  that  presents  a radiating  pattern  (hence 
“ray  fungus”).  The  filaments  may  be  branched  and 
stain  Gram  positive.  The  clubs  at  the  tips  of  the 
mycelia  are  not  spores  but  are  deposits  of  host 
lipid7  which  may  stain  Gram  negative. 

Conclusion 

Actinomyces  israelii  is  sensitive  to  penicillin. 


tetracycline,  chloramphenicol,  streptomycin,  and 
clindomycin.  Adequate  surgical  drainage,  resection 
of  damaged  tissue,  and  excision  of  sinus  and  fistu- 
lous tracts  are  necessary  adjuncts  to  antibiotic  ther- 
apy. Penicillin  given  intravenously  in  large  doses 
has  been  one  treatment  of  choice.  It  was  well  toler- 
ated by  all  four  patients  with  the  exception  of  Case 
2,  L.S.,  who  developed  a generalized  drug  rash. 
Treatment  with  Benadryl  was  prescribed  and  he 
was  able  to  complete  the  penicillin  therapy.  The 
four  cases  presented  show  no  actual  uniformity  in 
doses  of  intravenous  penicillin  used.  The  longest 
duration  of  therapy  was  approximately  three 
months  in  Case  I,  L.S.  It  has  also  been  suggested 
to  continue  penicillin  therapy  for  a period  of  six 
months  to  one  year  longer.**  The  generally  accepted 
recovery  rate  is  around  90%. 
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PELVIC  LIPOMATOSIS  — Continued  from  Page  179 


leading  to  uremia  unless  some  surgical  measures  are 
taken  when  and  if  possible.  Complete  extirpation  of 
the  fat  from  the  pelvis  is  considered  unattainable.  It 
appears  to  be  more  common  in  blacks  and  there  is 
only  one  report  in  a woman.  Prognosis  is  poorer  in 
the  younger  patients.  Hypertension  may  be  present. 
The  etiology  is  not  known. 
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Doctor.  Are  you  deriving  the 
most  benefit  from  all  your  effort? 

Get  our  Thorough  Three-Part  Financial  Checkup. 


Let  us  analyze  your 

OVERHEAD 

Examine  and/or  Design  your 

RETIREMENT  PLAN 

Review  and  Provide  Full  & Continuing 

FINANCIAL  PLANNING 


We  are  New  England  Physicians  Advisory  Services,  Inc. 

We  are  the  only  one-stop  full  financial  service  for  Physicians  in  New  England. 

We  are  the  servicing  agent  for  The  Council  of  the  New  England  State  Medical  Societies 
Members  Retirement  Plan. 

No  charge  for  initial  survey.  For  further  information  contact: 


New  England  Physicians  Advisory  Services, Inc. 

One  Wells  Avenue,  Newton,  Mass.  02159  (617)  965-5100 


Maine  Blue  Cross  and  Blue  Shield  News 


CONSUMER  UNION  CITES  NHI  GOALS 


Building  on  the  strengths  of  the  present  private 
insurance  system  is  a reasonable  approach  to  a na- 
tional health  insurance  program,  maintains  the 
Consumers  Union  (CU),  a national  consumer 
group. 

A recent  article  in  Consumer  Reports  evaluated 
“five  major"  NHI  prototypes  before  Congress  in 
relation  to  consumer  goals.  In  absence  of  the  ideal 
consumer  bill,  CU  sees  a most  “reasonable  ap- 
proach" built  on  the  private  insurance  system. 

While  using  the  insurance  system's  identity,  or- 
ganizational structure,  buildings  and  staff,  the  con- 
sumer group  said  an  independent  government 
watchdog  should  monitor  carriers. 

Then,  the  article  stated,  if  the  carriers  fail  to  meet 
specified  goals  for  consumer  representation  and  re- 
sponsiveness, claims  efficiency  and  cost  control, 
they  should  be  phased  out  gradually  “in  favor  of 
total  government  administration.” 

According  to  the  publication,  there's  reason  to 
believe  the  new  Congress  w ill  pass  a national  health 
insurance  bill,  but  it  “will  fail  to  meet  many  of  the 
stated  consumer  goals." 

Consumer  Goals 

In  CU's  viewpoint,  NHI  must  meet  five 
minimum  goals  in  the  consumer’s  interest: 

— It  should  be  comprehensive,  mandatory  with 
the  entire  population  covered. 

— There  should  be  no  connection  between  a 
patient's  income  and  the  extent  of  quality  of 
medical  care. 

— Financing  should  be  raised  through  a form  of 
progressive  taxation  (those  who  can  afford 
less  should  pay  less,  and  those  who  can  afford 
more,  pay  more)  and  in  a manner  open  to 
public  scrutiny. 

— The  program  should  provide  incentives  for 
efficiency,  control  over  cost  and  quality  of 


services,  and  encouragement  of  alternative 
delivery  systems  in  health  care. 

Program  administrators  should  be  account- 
able to  the  public,  and  “consumers  should 
have  a voice  in  administration.” 

M eeting  Objectives 

Five  bills  were  discussed  in  the  article  — AM  As 
Medicredit,  the  Administration  plan,  the  Long- 
Ribicoff  Catastrophic  proposal,  Kennedy-Mills, 
and  the  Kennedy-Griffiths  plan.  In  CU'sjudgment, 
only  the  last  two  are  capable  of  fulfilling  most  of  the 
five  consumer  goals. 

Considering  the  multibillion  dollar  price  tag  on 
the  Kennedy-Mills  plan.  CU  added  that  such  figures 
do  not  necessarily  mean  new  spending  but  a re- 
grouping into  one  program  of  all  the  separate  pro- 
grams made  for  private  health  insurance  premiums, 
out-of-pocket  costs,  and  Medicare  and  Medicaid. 

The  magazine  said  cost  is  often  an  objection 
raised  to  a comprehensive  Federal  plan,  but  cost, 
like  “socialized  medicine,”  is  a scare  word. 

“However,  comprehensive  national  health  in- 
surance would  result  in  additional,  rather  than  just 
transferred  costs,  if  it  generated  a new  demand  for 
health  service,”  the  publication  continued. 

Controlling  Costs 

The  consumer  group  said  physician  fee  schedules 
would  be  necessary  to  control  costs  under  a national 
program,  but  doctors  should  be  given  a choice  of 
participation  or  non-participation. 

Although  non-participants  could  charge  any 
amount.  CU  recommends  that  no  part  of  their  ser- 
vices be  reimbursable  under  the  new  program. 

“Patients  choosing  treatment  from  physicians  or 
other  health  care  providers  who  decide  not  to  par- 
ticipate . . . would  have  to  pay  the  entire  bill  them- 
selves,” said  the  publication. 
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County  Society  Notes 


Androscoggin 

The  Androscoggin  County  Medical  Association  convened  its 
April  session  on  April  17,  1975  at  Steckino's  Restaurant  in 
Lewiston,  Maine.  There  were  sixty  members  present  with  Dr. 
John  B.  Madigan,  President  of  the  Maine  Medical  Association, 
as  guest.  The  minutes  of  the  previous  meeting  were  read  and 
approved  by  the  membership  without  correction. 

Dr.  Ross  W.  Green  presented  a report  of  the  Political  Action 
Committee  which  was  of  considerable  interest  to  all  members 
present.  To  insure  that  this  Association  would  not  run  afoul  of 
the  legalities  of  having  a Political  Action  Committee,  by  vote, 
which  was  unanimous,  the  name  of  this  committee  was  changed 
to  Legislative  Action  Committee  with  same  members  and  same 
chairman. 

Dr.  Stanley  D.  Rosenblatt  then  presented  a detailed  discus- 
sion of  the  recent  Interim  House  of  Delegates’  meeting  held  in 
Waterville  on  April  12,  1975.  Dr.  Herbert  J.  Wright,  Jr.,  Execu- 
tive Committee  member  of  the  7th  District,  then  presented  his 
report.  There  was  considerable  discussion,  particularly  sur- 
rounding the  proposed  budget  and  possible  dues  increase  to  the 
State  Medical  Association.  By  vote  of  the  membership,  the 
delegates  of  the  Androscoggin  County  Association  were  in- 
structed to  vote  against  a proposed  fifty  ($50)  dollar  increase  in 
the  annual  dues  of  the  Maine  Medical  Association.  There  was 
considerable  discussion  concerning  this  vote  and  passed  by  a 
narrow  margin.  There  also  was  considerable  discussion  about 
the  renewed  proposal  of  finding  an  Administrative  Assistant  for 
Dr.  Hanley’s  office.  It  was  the  intent  of  this  County’s  member- 
ship to  encourage  acquisition  of  aid  and  assistance  for  Dr.  Daniel 
Hanley  in  the  form  of  an  Administrative  Assistant  or  Assistant 
Executive  Director  for  the  Maine  Medical  Association.  A 
unanimous  vote  of  confidence  is  extended  to  Dr.  Hanley  in 
relationship  to  his  fine  representation  of  the  Maine  Medical  As- 
sociation, both  within  and  without  our  fine  State. 

The  Credentials  Committee  presented  application  for  mem- 
bership from  Dr.  George  N.  Morrissette  following  receipt  of 
which  membership  took  a unanimous  vote,  and  we  welcomed 


Dr.  Morrissette  to  the  Androscoggin  County  Medical  Associa- 
tion and  the  Maine  Medical  Association. 

Chairman  of  the  County  Medical-Legal  Committee  discussed 
the  ongoing  problems  with  medical  liability  insurance  and  the  aid 
and  assistance  which  is  forthcoming  from  Mr.  Hogarty,  the 
Superintendent  of  Insurance  for  the  State  of  Maine. 

Under  new  business,  there  was  considerable  discussion  cen- 
tering on  Blue  Cross/Blue  Shield,  the  most  volatile  of  which  was 
the  recent  mailing  from  Blue  Cross-Blue  Shield  to  its  policy 
holders  in  relationship  to  service  benefits.  It  is  apparent  that 
there  is  a great  deal  of  ambiguity  in  this  recent  letter  and  that  it 
has  placed  an  even  greater  load  of  aggravation  upon  the 
physician’s  office  personnel  to  explain  the  presence  or  absence  of 
service  benefits  to  Blue  Cross/Blue  Shield  contract  holders.  By 
unanimous  vote,  this  Association  registers  extreme  displeasure 
with  Blue  Cross/Blue  Shield  for  once  again  placing  physicians 
and  their  office  personnel  in  the  position  of  explaining  a 
third-party’s  contractual  arrangements  with  their  policy  holders. 
Once  again,  this  type  of  surrentitious  maneuver  produces  further 
inroads  in  the  tenuous  credibility  established  between  the  medi- 
cal profession  and  a third-party  provider. 

A vote  of  Honor  for  Dr.  Ralph  A.  Goodwin,  Sr.  at  the  time  of 
his  retirement  from  active  practice  was  prepared  for  the  member- 
ship. This  will  appear  in  the  pages  of  The  Journal  of  the  Maine 
Medical  Association. 

Upon  completion  of  the  business  for  the  evening,  membership 
was  once  again  reminded  that  the  next  meeting  would  be  May  2 1 , 
1975  — the  annual  Dutch  Treat  for  the  wives. 

Dr.  John  B.  Madigan,  President  of  the  Maine  Medical  Associ- 
ation, was  then  introduced  by  Dr.  Rosenblatt,  Program  Chair- 
man. Dr.  Madigan  spoke  about  the  direction,  both  current  and 
for  the  future,  in  respect  to  the  current  and  future  legislation, 
leadership  in  relation  to  problems  of  medical  liability  insurance, 
and  need  for  arbitration  and  bargaining  power  with  third-party 
providers.  A lively  question  and  answer  session  followed. 

The  meeting  was  adjourned  at  10:55  p.m. 

Richard  M.  Swengel,  M.D.,  Secretary 
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Radionuclide  Angiocardiography 

Demitrios  Nikolaidis,  M.D. 


Radionuclide  angiocardiography  is  the  applica- 
tion of  radioactive  tracer  techniques  to  the  evalua- 
tion of  patients  w ith  disease  of  the  heart  and  blood 
vessels.  It  depicts  the  circulation  within  the  heart, 
lungs  and  great  vessels.  It  is  simple  to  perform, 
results  in  a very  low  dose,  and  does  not  produce 
hemodynamic  disturbance  or  pharmacologic  effect. 
The  examination  can  be  repeated  with  practically  no 
risk. 

Historical  Background 

Most  physicians  assume  that  the  first  radioactive 
tracer  studies  in  diagnostic  medicine  were  of  the 
thyroid.  Almost  50  years  ago,  however,  Blumgart 
and  Weiss  published  a series  of  papers  concerned 
with  the  velocity  of  the  circulation  in  normal  per- 
sons and  in  patients  with  heart  disease.  When  we 
consider  that  these  researchers  used  solutions  of 
radon  as  tracers  and  a cloud  chamber  as  a radiation 
detector  we  can  better  appreciate  the  technical  ad- 
vances that  have  been  made  since  that  time. 

The  first  widely  used  procedure  involving  radio- 
active tracers  and  the  heart  was  developed  by  Re- 
jali,  MacIntyre  and  Friedell  in  1958.  They  applied 
the  scanning  method  to  visualization  of  cardiac 
blood  pool  in  the  diagnosis  of  pericardial  effusion. 
In  1962,  Folse  and  Braunwald  reported  a method  of 
using  radioactive  indicator  dilution  with  a single 
precordial  detector  and  introduction  of  the  radio- 
nuclide directly  into  the  left  ventricle  that  permitted 
estimation  of  the  fraction  of  the  left  ventricular  end- 
diastolic  volume  (EDV)  ejected  per  beat.  Since  then 
there  have  been  many  attempts  to  devise  a non- 
invasive  procedure  for  evaluation  disorders  of  the 
cardiovascular  system. 


From  the  Department  of  Radiology  and  Nuclear  Medicine.  Au- 
gusta General  Hospital.  Augusta.  Maine  04330. 


Equipment  and  Method 

The  procedure  today  requires  a gamma  scintilla- 
tion camera  which  simultaneously  records  the  posi- 
tion and  intensity  of  radioactivity  as  a function  of 
time.  The  information  thus  obtained  can  be  stored 
on  magnetic  tape.  The  patient  can  be  released  and 
later  the  magnetic  tape  played  back  and  selective 
sequential  images  can  be  obtained  on  polaroid,  70 
mm  or  regular  x-ray  film.  On  the  left  side  of  each 
image  the  elapsed  time  and  the  sequence  of  the 
image  appear  for  orientation.  Using  a data  process- 
ing unit  the  images  can  be  summed,  integrated  or 
subtracted  in  any  manner  desired.  Although  the 
spartial  resolution  of  the  cameras  is  limited,  it  can 
provide  visual  recognition  of  normal  or  abnormal 
patterns.  Fig.  No.  1 represents  images  as  the  tracer 
enters  through  the  superior  vena  cava,  the  right 
atrium,  right  ventricle,  pulmonary  artery,  perfuse 
the  lungs  and  returns  to  the  left  side  of  the  heart 
outlining  finally  the  aorta  and  its  major  branches. 
Images  can  also  be  obtained  with  different  degrees 
of  summation  or  subtraction  to  depict  the  different 
parts  of  the  cardiopulmonary  cycle  (Fig.  No.  2).  On 
these  images  we  can.  not  only  evaluate  anatomical 
changes,  but  by  using  the  simultaneously  recorded 
time  we  can  roughly  estimate  transit  or  peak  to  peak 
time.  This  procedure  represents  the  qualitative 
radionuclide  angiocardiography. 

The  gamma  camera  can  be  interfaced  to  an  on  line 
digital  computer  or  as  in  our  department  to  a pro- 
grammable calculator  in  conjunction  with  the  data 
processor.  After  viewing  the  entire  examination, 
“areas  of  interest"  are  placed  over  region  of  special 
interest  like  the  superior  vena  cava,  the  right  or  left 
ventricle  or  atrium,  right  or  left  lung.  Within  a few 
seconds  time-activity  curves  can  be  generated  and 
can  be  analyzed  qualitatively  and  quantitatively. 
This  represents  the  Quantitative  Radionuclide 
Angiocardiography. 
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Fig.  1.  Imaging  of  a normal  cardiopulmonary  cycle.  Injection  in  the  right  antecubital  vein. 


The  camera  or  the  patient  or  both  are  positioned 
so  that  anteroposterior  or  oblique  views  are  ob- 
tained according  to  the  desired  information.  The 
radioactive  material  most  commonly  used  is  the  99 
M Tc  Sodium  Pertechnetate,  available  at  all  times 
in  small  community  hospitals,  and  is  rapidly  injected 
in  a less  than  I ml  volume  bolus  and  in  a dose  of  200 
u Ci/kg  body  weight.  For  cardiac  output  determina- 
tion, human  serum  albumin  is  tagged  with  Tc  99m  in 
a solution  of  high  specific  activity  (20  to  40  m Ci/ml). 

Clinical  Applications  of  the  Procedure 
Congestive  Heart  Failure  — By  far  the  most  com- 
mon cause  of  an  enlarged  radiographic  cardiac  sil- 
houette is  congestive  heart  failure.  Unlike  with  peri- 
cardial effusion,  the  intracardiac  blood  pool  is  en- 
larged without  an  increase  in  the  space  between  the 
intracardiac  blood  pool  and  the  adjacent  vascu- 
larized organ.  Unlike  with  left  ventricular  aneu- 
rysm, cardiac  enlargement  is  more  generalized. 


usually  involving  multiple  chambers,  and  there  is  no 
focal  dilatation  involving  portions  of  the  ventricular 
wall.  Examination  of  the  cardiopulmonary  bolus 
passage  reveals  that  ( 1 ) the  transit  time  is  prolonged, 
(2)  the  ejection  fraction  (EF)  is  low,  and  (3)  the 
shape  of  the  bolus  through  the  ventricle  is  flattened 
and  is  like  a dome  rather  than  a peak.1  Although 
these  quantitative  parameters  are  nonspecific,  they 
are  helpful  and  objective.  They  are  particularly 
helpful  in  documenting  the  efficiency  of  medical 
therapy  for  congestive  heart  failure.  It  has  been 
found  that  changes  in  the  transit  time  more  clearly 
and  objectively  correlate  with  the  medical  course 
than  changes  seen  on  the  radiograph,  which  some- 
times lag  behind  clinical  improvement. 

Left  Ventricular  Aneurysm  — Demonstration  of 
the  left  ventricular  cavity  by  the  radionuclide  bolus 
usually  reveals  generalized  enlargement  as  well  as  a 
more  focal  bulge.  These  focal  areas  usually  demon- 
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Fig.  2.  Summed  and  subtracted  images  to  depict  the  left  side  of  the  heart  and  aorta. 


strate  prolonged  residence  of  the  radioactivity  in  the 
involved  region  because  of  stagnant  flow.  Further 
evaluation  of  the  localized  dilatation  in  systole 
sometimes  demonstrates  a paradoxical  motion  that 
can  be  used  to  confirm  an  aneurysm.  With  an  ECG 
gating  system,  images  corresponding  to  systole,  can 
be  summed  and  compared  to  a composite  image  of 
diastole.  Areas  of  paradoxical  motion  or  akinesia 
can  be  separated  from  the  normal  myocardial  move- 
ment. Since  these  complications  of  myocardial  in- 
farction are  not  very  uncommon,  the  importance  of 
evaluating  these  most  important  parameters  of 
actual  myocardial  damage  and  the  ability  or  inability 
of  the  cardiac  muscle  to  perform  becomes  obvious. 

Evaluation  of  Valvular  Lesions  — Stenotic  or 
regurgitant  valvular  lesions  can  often  be  recognized 
as  abnormal  changes  on  the  radionuclide  angio- 
cardiogram. Although  the  anterior  view  is  useful, 
the  RAO  view  is  preferred  for  lesions  of  the  tricus- 
pid, pulmonary,  and  mitral  valves.  Sometimes, 
however,  mitral  lesions  cannot  be  identified  if  the 
patient  is  in  congestive  heart  failure  and  the  LAO  or 
left  lateral  view  may  be  best.  The  LAO  or  left  lateral 
view  is  also  preferred  for  studying  the  aortic  valve. 
See  Fig.  No.  3 where  the  markedly  enlarged  left 
atrium,  mildly  enlarged  left  ventricle,  and  relatively 
hypoplastic  aorta  prolongation  of  circulation  time 
and  prominence  of  the  pulmonary  outflow  tract  are 


seen  on  a case  with  mitral  valvular  disease. 

Aortography,  Arteriography  and  Venography  — 
The  aorta  and  its  major  branches  can  be  well  imaged 
and  studied  after  intravenous  bolus  injection  of  the 
tracer  to  rule  out  obstructing  lesions,  aneurysms  or 
other  congenital  or  acquired  anomalies.  Fig.  No.  4 
shows  right  aortic  arch.  Compare  these  images  with 
the  normal.  The  tracer  was  injected  in  the  left  anti- 
cubital  vein. 

Distribution  of  perfusion  in  the  extremities  can  be 
determined  during  peripheral  arteriography  in  intra- 
arterial injection  of  labeled  albumin  particles  or 
microspheres  of  albumin.  Diffuse  disease  of  the  ves- 
sels is  indicated  by  a generalized  decrease  in  blood 
flow  to  muscle  as  compared  to  skin;  stenotic  lesions 
of  large  vessels  cause  regional  decreases  in  activity. 
Healing  of  skin  ulcers  can  often  be  predicted  on  the 
basis  of  the  degree  of  associated  hyperemia.  Quan- 
tification of  the  size  of  arteriovenous  fistulae  can  be 
made  through  measurement  of  pulmonary  activity 
after  arterial  injection  of  microsphere.  Increased 
sensitivity  of  the  method  can  be  achieved  by  inject- 
ing microspheres  during  reactive  hyperemia  result- 
ing 5 — 15  s after  injection  of  radiographic  contrast 
media. 

Radionuclide  venography  of  the  legs  and  pelvis  is 
performed  by  injecting  labeled  albumin  particles  or 
microspheres  into  a foot  vein  and  monitoring  them 
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Fig.  3.  Injection  in  the  left  antecubital  vein.  Note  in  frames  5 and  6 small  reflux  of  activity  in  the  right  innominate  vein  and  inferior  vena 
cava.  Also  note  prominent  outflow  tract  of  the  right  ventricle,  markedly  enlarged  left  atrium  and  slight  enlargement  of  left  ventricle  as 
seen  in  mitral  valvular  disease. 
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Fig.  4.  Injection  in  the  left  antecubital  vein.  Manipulated  images.  Note  right  aortic  arch. 
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-ig.  5.  Injection  in  the  right  basilic  vein 
:xcluding  left  to  right  shunt. 


- summed  and  subtracted  images.  Note  complete  absence  of  recirculation  in  the  right  heart 


as  they  ascend  the  leg  into  the  inferior  vena  cava.  An 
obstruction  with  collateral  flow  can  be  determined  if 
serial  scintigrams  of  the  area  can  be  done  to  evaluate 
the  presence  of  thrombi.  Particles  of  albumin  adhere 
to  thrombi  indicating  their  presence  and  location. 
This  procedure  can  be  combined  with  lung  scanning 
to  detect  silent  infarction  which  can  be  as  high  as 
60%  of  cases  with  abnormal  venogram. 

Intracardiac  Shunts  — Right  to  left  shunts  are  de- 
tected by  early  visualization  of  the  radioactive  in- 
dicator in  the  aorta  either  before  or  at  the  same  time 
as  the  tracer  appears  over  the  lung  fields.  By  careful 
visual  inspection,  the  site  of  the  shunt  can  be  deter- 
mined. 


With  a shunt  at  the  atrial  level  (tricuspid  atresia, 
Ebstein's  anomaly,  and  critical  pulmonary  stenosis 
or  pulmonary  atresia  with  intact  ventricular  septum) 
the  radionuclide  is  seen  first  in  the  left  atrium,  and 
subsequently  in  the  left  ventricle  and  aorta. 

With  a shunt  at  the  ventricular  level  (tetralogy  of 
Fallot,  pulmonary  atresia  with  ventricular  septic 
defect,  transposition  of  the  great  vessels  without 
ventricular  septic  defect  and  Eisenmenger's  syn- 
drome) the  radionuclide  appears  in  the  left  ventricle 
and  aorta  following  visualization  in  the  right  ven- 
tricle. 

When  the  shunting  is  between  the  pulmonary 
artery  and  aorta,  the  tracer  appears  early  over  the 
aorta  but  not  the  left  atrium  or  left  ventricle.  1 his 
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pattern  is  seen  in  patent  ductum  arteriosis  with  re- 
versed flow  and  in  transposition  of  the  great  vessel 
with  an  intact  ventricular  septum. 

Left  to  right  shunting  can  be  diagnosed  by  visual 
analysis  and  evaluation  for  detection  of  reappear- 
ance of  activity  in  the  right  side.  Fig.  No.  5 shows 
no  such  reappearance  in  the  right  side  on  the  ma- 
nipulated images  thus  excluding  suspected  left  to 
right  shunt. 

Evaluation  of  Cyanotic  Newborn  Infants  — It  is 
very  helpful  in  making  the  diagnosis  of  transposition 
with  right  to  left  shunt  by  seeing  the  tracer  in  the 
aorta  and  no  activity  in  the  lung  fields.  On  the  other 
hand  in  pulmonary  disorders  the  angiograms  may  be 
normal.  In  cases  of  increased  pulmonary  vascular 
resistance,  we  may  see  a right  to  left  shunting 
through  a patent  foramen  ovale  or  patent  ductus 
arteriosis  or  both.  However,  the  lungs  still  show 
greater  radioactivity  than  in  transposition.  This 
technique  is  very  simple  and  quite  safe  in  seriously 
ill  newborn  infants  unable  to  tolerate  cardiac  cathe- 
terization. 

Evaluation  of  Cardiovascular  Surgery  — Radio- 
nuclide angiocardiography  is  useful  in  evaluating 
the  postoperative  period,  shunt  closure,  recurrence 
of  ventricular  or  atrial  septal  defect  and  patency  of 
different  types  of  anastomoses. 

Cardiac  Output  — Radioisotope  tracers  have  not 
been  widely  used  for  measurement  of  cardiac  output 
during  catheterization  procedures  because  they 
offer  no  significant  advantage  over  nonradioactive 
tracer  dyes,  which  can  be  accurately  measured 
spectrophotometrically.  They  have  proven  very 
valuable,  however,  when  they  are  used  in  conjunc- 
tion with  other  radiotracer  studies,  such  as  radionu- 
clide angiocardiography;  also,  their  short  physical 
halflife  facilitates  serial  determinations,  since  radio- 
active tracer  levels  in  the  blood  do  not  continue  to 
rise  as  do  tracer  dye  levels.  These  measurements 
can  be  incorporated  in  the  total  package  of  studies  of 
heart  function  using  tracer  methods. 

Cardiopulmonary  Transit  Times  — Treves, 
Lange,  and  Freedman4  studied  cardiopulmonary 
hemodynamics  using  an  analysis  of  the  99  mTcO-i  — 
dilution  curves  obtained  from  patients  without  evi- 
dence of  cardiopulmonary  disease  who  were  re- 
ferred for  brain  scan.  Times  between  peak  radio- 
activity levels  over  selected  areas  are  as  follows: 
RV  to  lungs,  2.8  — 0.3  sec;  lungs  to  LV,  3.9  — 0.4 


sec;  RV  to  LV,  6.1  — 0.5  sec.4  Examples  of  pro- 
longed circulation  times  were  found  in  cases  of  con- 
gestive heart  failure,  valvular  disease,  and  myxoma 
of  the  mitral  valve.  Additional  experience  has 
shown  that  transit  time  as  high  as  30  sec  can  be  en- 
countered. Although  most  cardiac  diseases  prolong 
the  transit  time,  reduced  values  can  be  encountered 
in  children  and  patients  with  tachycardia,  thyro- 
toxocosis,  and  pulmonary  embolism.1 

Ejection  Fraction  — There  are  several  different 
methods  of  estimating  left  ventricular  ejection  frac- 
tion by  radionuclide  angiocardiography.  It  repre- 
sents a very  valuable  parameter  of  left  ventricular 
function. 

Quantitation  of  Shunts  — Left  to  right  shunts  can 
be  detected  and  quantified  by  analysis  of  time  ac- 
tivity curves  generated  from  the  lungs  and  providing 
pulmonary  to  systemic  flow  ratios  (Qp/Qs)  directly. 
It  is  reported  that,  in  general,  quantitative  analysis 
of  shunts  gives  values  of  shunt  size  within  10%  of 
value  obtained  at  cardiac  catheterization. 

Summary 

The  radionuclide  angiocardiographic  study  in 
which  the  intravenous  bolus  injection  of  99"'  Tc-per- 
technetate  or  albumin  tagged  with  99m  Tc  are  used  is 
a safe  and  valuable  method  of  evaluating  cardio- 
vascular disease.  Because  the  procedure  is  simple, 
it  also  lends  itself  to  repeated  follow-up  studies  per- 
mitting evaluation  of  the  effectiveness  of  therapy 
and  follow-up  of  the  course  of  progressive  cardio- 
vascular disease.  It  represents  a very  useful  diag- 
nostic tool  and  its  clinical  application  should  expand 
as  its  potentials  become  more  known  to  physicians. 
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Central  Maine  Family  Practice  Residency 

Fourteen  Months  of  Patient  Care  in  the  Model  Practice  Unit 

Alex  Jerome,  M.D.* 


Background 

The  Central  Maine  Family  Practice  Residency 
has  been  discussed  previously  in  the  Journal.*  1 With- 
in the  framework  of  the  Residency  stands  the  Fam- 
ily Medicine  Institute.  It  is  in  the  model  practice 
unit  that  the  residents  and  staff  are  on  the  front  line 
of  medical  care.  We  deliver  primary  care  in  the 
field  of  medicine,  surgery,  pediatrics,  psychiatry, 
and  obstetrics-gynecology.  The  practice  consists  of 
approximately  3,600  patients  of  whom  93%  are 
private  patients  and  7.0%  are  clinic  patients  from  the 
Augusta  General  Hospital.  This  article  will  discuss 
the  common  illnesses  encountered  by  the  residents 
and  staff  in  this  population  over  a 14-month  period. 
There  will  also  be  a discussion  about  the  age-sex 
breakdown  of  our  practice. 

Methods 

Essential  to  collection  of  data  in  family  practice 
is  a device  called  the  diagnostic  index  E-Book.  This 
system  was  originally  developed  in  England.2  At 
the  Family  Medicine  Institute  we  have  modified  the 
diagnostic  E-Book  into  a series  of  index  cards. 
These  index  cards  are  numbered  with  a classifica- 
tion number  and  are  placed  into  an  easily  accessible 
file  system.  After  each  patient  is  seen,  the  physician 
determines  the  diagnosis  or  symptom  and  records 
the  appropriate  code  number  from  the  classification 
onto  an  encounter  form.  The  secretary  then  trans- 
fers the  code  number  to  the  diagnostic  index.  The 
code  number  itself  is  derived  from  the  I nternational 
Classification  of  Health  Problems  in  Primary  Care. 
The  Central  Maine  Family  Practice  Residency  took 
part  in  the  development  of  this  classification  through 
participation  with  over  300  other  practices  in  nine 
different  countries  in  1974.  The  development  and 
acceptance  of  this  classification  system  has  been 
detailed  elsewhere  in  the  literature.3  5 The  Interna- 
tional Classification  of  Health  Problems  in  Primary 
Care  or  ICHPPC  System  is  now  available  for  use  by 
family  physicians  and  other  primary  care  providers, 
including  pediatricians,  internists,  and  obstetri- 
cians-gynecologists  in  their  office  practice. 

An  age-sex  register  is  also  essential  to  the  re- 


*  Assistant  Director,  Family  Medicine  Institute, 
t Inquiries  may  he  directed  to  the  office  of  the  American 
Hospital  Association,  840  North  Lakeshore  Drive,  Chicago, 

I llinois.  606 1 I . 


trieval  of  data  in  a primary  care  setting. K Utilizing 
the  register,  an  exact  tally  can  be  kept  at  all  times  of 
the  breakdown  of  the  practice  concerning  age  and 
sex. 

Findings 

Data  was  collected  on  our  patients  over  a 14- 
month  period  from  January  1974  until  March  1975. 
Table  1 reveals  an  analysis  of  our  practice  by  age 
group,  and  sex. 

Our  age-sex  analysis  in  our  practice  reveals  a 
relative  excess  of  patients  in  the  15  to  24  age  group. 
This  is  useful  in  the  fact  that  our  physicians  would 
benefit  particularly  from  training  in  contraceptive 
techniques.  With  a large  amount  of  patients  in  the  25 
to  34  age  group,  the  physicians  in  our  practice 
should  have  a healthy  emphasis  on  obstetrics  and 
gynecology.  Another  use  of  the  age-sex  register 
would  be  in  outreach.  It  is  recommended  that  mem- 
bers of  the  65-year-old  and  over  population  have  in- 
fluenza vaccine.  In  this  register  we  have  the  capacity 
to  do  this.  In  the  field  of  peer  review  and  audit,  our 
register  enables  the  staff  member  to  randomly  audit 
the  charts  of  three-year-old  children  in  order  to  de- 
termine if  adequate  immunization  has  been  done. 

Next  we  are  concerned  with  the  types  of  health 
problems  we  deal  with  in  the  Family  Medicine 
Institute.  Table  2 gives  the  30  most  common  prob- 
lems encountered  in  our  practice.  It  is  to  be  noted 
that  every  visit  for  these  problems  is  recorded.  This 
will  account  for  the  position  of  hypertension  in  the 
number  one  position  because  of  the  need  for  fre- 
quent visits  and  stabilization  of  the  blood  pressure. 

It  is  apparent  that  the  ICHPPC  utilizes  not  only 
diagnoses,  but  also  symptoms.  Thus,  the  physician 
can  code  visits  as  he  sees  them.  If  the  physician 
cannot  justify  pneumonia,  he  can  code  for  cough  in 
the  classification.  Later  as  the  physician  follows  his 
patient,  the  code  can  be  changed  to  pneumonia, 
bronchogenic  carcinoma,  etc.  if  the  workup  so  in- 
dicates. 

Some  of  the  uses  of  the  diagnostic  index  can  be  in 
the  enumeration  of  high  incidence  encounters  in  pri- 
mary care.  Thus,  the  curriculum  of  the  Residency 
Program  can  be  planned  to  cover  all  of  these  sub- 
jects during  a set  period  of  time.  Consultants  in 
specialty  fields  visit  our  program  and  easily  audit 
charts  of  patients  with  a given  diagnosis.7  A physi- 
cian who  wishes  to  discontinue  oral  diabetic  agents. 
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Table  1 


Table  2 


Age-Sex  Analysis  of  the  Family  Medicine 
Institute’s  Patients  as  of  June,  1975 

A ge  in  Years 

Male 

Female 

Total 

0-4 

107 

97 

204 

5-9 

104 

87 

191 

10-14 

85 

91 

176 

15-24 

289 

601 

890 

25-34 

398 

533 

931 

35-44 

144 

220 

364 

45-54 

120 

197 

317 

55-64 

98 

146 

244 

65  • 

101 

171 

272 

TOTAL  PATIENTS 

1.446 

2,143 

3.589 

may  easily  do  this  by  having  the  charts  pulled  on  his 
diabetic  patients.  In  outreach,  the  diagnostic  index 
would  allow  the  health  care  team  to  notify  those 
cohorts  of  patients  in  high  risk  groups  to  come  in  for 
influenza  injections.  Overall,  the  index  would  give 
the  physician  a better  understanding  of  his  practice. 
He  could  accordingly  plan  his  postgraduate  courses 
to  include  more  of  the  common  problems  encoun- 
tered in  his  practice.  A more  far  reaching  use  would 
be  in  PSRO  activities.  The  audit  of  hospital  charts 
for  quality  of  care  has  become  standard  practice 
throughout  the  State.  In  the  not  too  distant  future, 
this  practice  may  extend  to  primary  care  facilities. 

In  summary,  an  analysis  of  our  practice  over  a 
fourteen-month  period  has  been  presented.  In  addi- 
tion, methods  of  data  retrieval  and  their  practical 
use  in  a busy  primary  care  practice  are  elucidated. 
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Family  Medicine  Institute 
Thirty  Most  Common  Reasons  for  Visit 

Code 

Disease  Total  Visits 

401 

Ess.  Benign  Hypertension 

665 

460 

Upper  Respiratory  Tract  Inf. 

535 

901 

Gen.  Med.  Exam.  (req.  by  agency) 

380 

9(H) 

General  Medical  Exam 

287 

903 

Pap 

281 

277 

Obesity 

228 

304 

Depressive  Neurosis 

195 

921 

Oral  Contraceptive 

189 

595 

Cystitis  & Urinary  Infec. 

184 

250 

Diabetes  Mellitus 

174 

381 

Acute  Otitis  Media 

160 

905 

Prophylactic  Inoculation  & Vac. 

153 

300 

Anxiety  Neurosis 

137 

772 

Abdominal  pain  inc.  infant  colic 

137 

412 

Chronic  Ischemic  H.D. 

108 

322 

Abuse  of  Tobacco 

103 

278 

Dis.  of  Lipid  Metabolism 

96 

614 

Vaginitis 

96 

718 

Low  Back  Pain 

96 

691 

Eczema  & Dermatitis 

93 

870 

Laceration,  Open  Wound 

83 

944 

Neonatal  care  & rout,  exam  of  children 

77 

466 

Acute  Bronchitis 

76 

680 

Boil  & Carbuncle 

74 

315 

Transient  sit.  Disturbances 

70 

937 

Prenatal  Care 

70 

750 

Chest  Pain 

61 

713 

Osteoarthritis 

57 

461 

Sinusitis 

55 

716 

Shoulder  Syndromes 

51 
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Reminder  to  M.M.A.  Members 

CONTINUING  MEDICAL  EDUCATION  ACTIVITY  REPORT 

The  bylaws  of  the  Maine  Medical  Association  were  amended  in  June  of  1973 
as  follows:  Chapter  I,  Section  11,  — “Each  member  of  the  Maine  Medical  As- 
sociation shall  be  required  to  report  his  activities  in  continuing  medical  education 
every  year  according  to  a format  provided  by  the  Committee  on  Continuing  Med- 
ical Education.” 

Only  active,  dues-paying  members  are  required  to  report  this  year. 

Please  fill  in  your  activity  report  promptly  and  return  to  the  M.M.A.  office, 
P.O.  Box  250,  Brunswick,  Maine  04011. 
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Congenital  Dysplasia  of  the  Hip  in  the 
Newborn  — A Second  Look 


Robert  B.  Day,  M.D. 


Physicians  responsible  for  the  examination  of 
newborn  infants  have  become  increasingly  aware  of 
congenital  dysplasia  of  the  hip  (CDH).  Now,  almost 
universally,  infants  are  carefully  checked  for  this 
condition.  This  increased  awareness  in  the  medical 
community  has  made  possible  the  early  diagnosis 
and  treatment  of  CDH.  Despite  this  increased 
awareness,  certain  misconceptions  have  allowed  the 
occasional  infant  with  CDH  to  go  unrecognized.  It 
will  be  the  purpose  of  this  article  to  point  out  these 
misconceptions  in  the  hope  that  better  understand- 
ing of  the  disease  process  and  diagnostic  tests  will 
allow  for  further  improvement  in  our  diagnostic  ac- 
curacy. 

It  would  be  well  to  define  certain  terms  that  will 
be  used  repeatedly.  Congenital  dysplasia  is  a con- 
genital maldevelopment  of  the  hip  joint,  including 
abnormalities  in  the  proximal  femur,  the  acetabu- 
lum, and  the  ligamentous  structures  about  the  hip. 
It  may  be  considered  a precursor  of  congenital  sub- 
luxation and  dislocation.  In  subluxation  the  carti- 
lage of  the  femoral  head  and  acetabulum  are  in  con- 
tact, but  in  an  abnormal  relationship,  whereas  in  dis- 
location, the  femoral  head  is  entirely  out  of  the 
acetabulum  and  the  cartilage  is  not  in  contact. 

The  natural  history  of  a dysplastic  hip  is  variable 
(see  diagram  1).  Both  environmental  and  hereditary 
factors  influence  the  subsequent  course.  Subluxa- 
tion or  dislocation  may  occur  during  the  first  year  of 
life,  or  a dysplastic  hip  may  simply  remain  dysplas- 
tic and  go  unrecognized  until  premature  degenera- 
tive arthritis  occurs  in  adult  life.  Also,  some  dys- 
plastic hips  become  normal  even  without  treatment: 
if  the  femoral  head  remains  in  a normal  relationship 
with  the  acetabulum,  the  acetabulum  may  develop 
normally. 

It  is  rare  for  a hip  to  be  subluxed  or  dislocated  at 
birth.  The  rare  intrauterine  dislocation  is  classified 
as  “teratologic”  because  there  are  often  associated 
congenital  anomalies  and  the  response  to  treatment 
is  quite  different  from  the  typical  hip  dislocation. 
The  physical  signs  in  these  teratologic  hips  are 
obvious  and  rarely  overlooked.  On  the  other  hand, 
typical  congenital  dislocation  is  a postnatal  phe- 
nomena, usually  occurring  in  the  first  year  of  life.  In 
the  newborn  the  hip  is  dysplastic  and  not  dislocated. 
If  this  important  fact  were  remembered,  there 
would  be  much  less  confusion  in  the  examination  of 
the  newborn. 

I he  classical  findings  of  asymmetric  skin  creases. 


Normal  Hip 


Hnvironmenial  bactors 


Genetic  Factors 


Dysplastic  Hip 


Subluxation 


Subluxation  Dislocation 


Diagram  I 


Diagram  2 

Drawing  from  roentgenogram  of  the  pelvis  of  a newborn  infant. 
(This  infant’s  hips  were  normal  on  physical  examination.)  A 
indicates  the  anterior  inferior  iliac  spine:  L is  horizontal  line  of 
Hilgenreiner.  drawn  through  comparable  points  on  the  triradiate 
cartilage:  / is  line  drawn  parallel  to  acetabular  roof — angle 
formed  between  / and  L is  acetabular  index  (a):  P is  Perkins's 
line,  a perpendicular  dropped  through  the  anterior  inferior  iliac 
spine  at  right  angles  to  L .H  is  the  distance  between  L and  the 
highest  point  on  the  femoral  neck:  andD  is  the  distance  between 
the  triradiate  cartilage  and  the  intersection  of  H and  L.  (Repro- 
duced from  Diagnosis  of  Congenital  Dysplasia  of  the  Hip  in  the 
Newborn  Infant  by  S.  S.  Coleman.  Journal  of  the  American 
Medical  Association.  162:  550.  1956.) 

adduction  contracture,  unilateral  shortening,  and 
the  Ortolani  sign  are  absent  in  the  newborn  with 
CDH.  Asymmetric  skin  creases  and  unilateral 
shortening  only  occur  in  established  subluxation  or 
dislocation,  and  depend  on  the  shortening  that  oc- 
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Fig.  I.  Bilateral  congenital  hip  dislocation  undetected  until  2 
years  of  age. 


almost  always  in  the  acetabulum,  the  click  of  entry 
cannot  be  elicited.  In  a dysplastic  hip  with  a defi- 
cient acetabulum,  ligament  laxity,  or  both,  it  is  pos- 
sible to  gently  dislocate  the  femoral  head  posteriorly 
and  superiorly  with  gentle  pressure.1  ' One  must  be 
extremely  patient,  however,  and  have  a relaxed  in- 
fant that  is  not  struggling  in  order  to  successfully 
elicit  this  subtle  sign.  This  is  the  most  important 
diagnostic  test  in  the  clinical  examination.  The  tech- 
nique is  simple  once  learned.  The  infant  is  placed 
on  his  back  with  the  hips  flexed  90°  and  the  knees 
also  fully  flexed.  The  examining  hand  encircles  the 
thigh  and  calf  with  the  index  and  middle  fingers  pal- 
pating the  greater  trochanter  and  the  thumb  resting 
over  the  femoral  triangle.  Then  with  gentle  superior 
and  lateral  pressure  from  the  thumb  and  hand  the 
femoral  head  may  be  felt  to  ride  over  the  posterior 
acetabular  rim.  I would  emphasize  that  this  is  not  a 


Figs.  2 and  3.  Newborn  American  Indian  infant  had  careful  clinical  examination  and  x-ray  because  of  strong  family  history  of  CDFI 
Both  were  felt  to  be  normal.  The  child  was  lost  to  follow  up  until  age  five  when  dislocation  was  discovered. 


curs  when  the  femoral  head  lies  posterior  and  su- 
perior to  the  acetabulum.  Slight  asymmetry  of  the 
skin  creases  can  occur  in  normal  infants  with  physi- 
ologic hip  flexion  contractures  secondary  to  intra- 
uterine position;  however,  definite  shortening  and 
prominent  asymmetry  are  late  findings  present  in 
established  dislocations  or  subluxation  only. 

Inability  to  completely  abduct  the  flexed  hip.  i.e., 
an  adduction  contracture,  is  also  rarely  present  in 
the  newborn.  This  is  explained  by  the  fact  that  the 
contracture  is  not  a true  contracture  at  all,  but  sim- 
ply a relative  lengthening  of  the  adductor  muscle 
mass  secondary  to  lateral  displacement  of  the 
femoral  head  in  subluxation  or  dislocation.4 

Probably  the  least  understood  diagnostic  test  is 
the  Ortolani  test  or  “click  test.”  Much  misunder- 
standing stems  from  the  fact  that  ligamentous  clicks 
are  a normal  and  not  uncommon  phenomenon  and 
must  not  be  confused  with  the  “click  of  entry”  of 
the  dislocated  femoral  head  into  the  acetabulum  as 
described  by  Ortolani.  Because  the  femoral  head  is 


distinct  palpable  and  audible  click,  but  rather  a 
subtle  but  definite  feeling  of  the  dislocation. 

X-rays  are  frequently  ordered  when  there  are  sus- 
picious findings  on  clinical  examinations.  One  must 
be  alert  to  the  fact  that  a “normal  x-ray”  does  not 
rule  out  the  presence  of  hip  dysplasia.  In  the  new- 
born the  proximal  femur  and  the  pelvis  are  primarily 
cartilaginous.  Only  the  ossification  centers  are 
visible  radiographically.  Consequently,  the  detailed 
bony  anatomy  is  impossible  to  establish.  Classically 
the  “acetabular  index”  has  been  used  as  a measure 
of  hip  development.  This  represents  the  slope  of  the 
roof  of  the  acetabulum  (see  diagram  2).  The  problem 
is  that  there  is  a wide  range  of  normal  values;  30° 
has  been  the  accepted  figure,  but  one  authority  feels 
that  only  those  hips  greater  than  40°  can  be  con- 
sidered abnormal,3  and  another  has  recommended 
abandoning  the  use  of  acetabular  index  entirely  in 
the  early  diagnosis  of  congenital  dysplasia.2  In 
referring  to  the  figure  below,  if  the  medial  and  prox- 
imal portion  of  the  femoral  metaphysis  lies  lateral  to 
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the  vertical  line  “P”  then  this  is  diagnostic  of  dys- 
plasia. One  study  found  this  to  be  the  most  impor- 
tant x-ray  findings  in  the  series  but  it  was  present  in 
only  50%  of  clinically  dysplastic  hips.3  Therefore, 
it  is  important  to  remember  that  in  the  newborn, 
congenital  hip  dysplasia  is  not  an  x-ray  diagnosis. 

In  summary,  one  cannot  depend  on  a negative 
x-ray  examination  or  on  the  absence  of  the  classical 
physical  findings  in  ruling  out  congenital  dysplasia 
of  the  hip  in  the  newborn.  Even  the  experienced 
examiner  can  easily  miss  the  subtle  displacement  of 
the  femoral  head  on  physical  examination.  There- 
fore, repeat  examinations  should  be  done  during 
the  first  year  of  life  on  all  infants  as  part  of  their 
“well  baby”  care. 
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sibility and  cautioned  against  driving  a car  or  operating 
dangerous  machinery. 

Usage  in  Children:  Clinical  studies  establishing  safety  and 
effectiveness  in  children  have  not  been  done;  therefore, 
usage  is  not  recommended  in  the  pediatric  age  group. 

Usage  in  Pregnancy:  See  “Contraindications.” 

ADVERSE  REACTIONS.  Drowsiness, 
dry  mouth  and,  on  rare  occasions, 
blurred  vision  have  been  reported. 
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Dialogue 


The  idea  of  a so-called  patient 
package  insert  has  been  around  for 
a long  time.  Many  physicians  alread; 
use  written  instruction  sheets  to 
provide  patients  with  information 
about  the  drugs  they  are  taking.  Anc 
some  physicians  give  verbal  instruc- 
tions; but  in  too  many  instances 
these  are  what  I call  eye-glazing  ex- 
ercises. I have  seen  patients  sit  with 
glazed  eyes  listening  to  a rapid-fire 
lecture  by  a hurried  physician  who 
has  20  people  out  in  his  waiting 
room.  These  patients  aren’t  given 
sufficient  understanding  and  there- 
fore do  not  follow  instructions.  So  I 
think  the  idea  of  an  official  package 
insert  for  patients  is  a good  one. 
Perhaps  we  should  really  think  of 
this  kind  of  information  simply  as  ai 
extension  of  drug  labeling. 


The  benefits  of  patient  involvement 

Many  physicians  may  not  real 
ize  how  frequently  a patient  obtains 
his  drug  information  from  Aunt 
Tillie  or  the  next  door  neighbor.  Anc 
this  information  is  almost  always 
bad  or  irrelevant  to  the  case  at  hanc 
Furthermore,  the  incentive  to  go 
along  with  a prescribed  program  is 
slim  if  the  only  reading  matter  the 
patient  receives,  along  with  his  pre 
scription,  is  a bill. 

As  an  educator  I am  impresse 
by  the  principle  that  the  best  way  tc 
get  someone  to  do  something  is  to 
involve  him  in  the  process.  So  the 


I think  there  are  advantages  a 
well  as  some  real  disadvantages  in 
a patient  package  insert.  When  you 
begin  to  use  semi-medical  or  medi 
cal  terms  to  describe  complication 
or  possible  sequelae  of  disease  or 
treatment,  you  may  frighten  the  pa 
tient— particularly  since  the  more 
highly  sophisticated  patient  is  not 
the  one  who  is  going  to  read  the  in- 
sert. The  patient  who  will  read  it  is 
the  one  most  susceptible  to  fright 
and  confusion  by  the  language. 

On  the  positive  side,  a packaf 
insert  will  probably  give  the  patien 
better  insight  into  why  he  is  being 
treated  the  way  he  is,  and  it  may 
give  the  physician  a little  bit  more 
time.  But  it  does  not  remove  from 
the  physician  the  need  or  obligatio 
to  explain  the  insert. 


Some  pitfalls  in  the  inclusion  of 
side  effects 

Certainly  a patient  should  be 
warned  of  the  possibility  of  seriou: 
side  reactions— to  know  what  the 
real  dangers  are.  But  it  doesn’t  do 
bit  of  good  to  indicate  that  a patier 
on  oral  penicillin  may  develop  a 
rash,  itching,  or  a drop  in  blood 
pressure.  Or  that  he  may  faint.  I 
think  the  real  danger  is  that  fright 
engendered  by  the  insert  may  pos 
sibly  outweigh  the  potential  good. 


ft  a. 


main  purpose  of  drug  information 
for  the  patient  is  to  get  his  coopera- 
tion in  followinga  drug  regimen. 

Preparation  and  distribution  of 
patient  drug  information 

We  would  hope  to  amass  infor- 
mation from  physicians,  medical 
societies,  the  pharmaceutical  indus- 
j try  and  centers  of  medical  learning. 
The  ultimate  responsibility  for  uni- 
form  labeling  must,  however,  rest 
with  the  Food  and  Drug  Administra- 
tion. There  is  nothing  wrong  with 
this  agency  saying,  "this  informa- 
: tion  is  generally  agreed  upon  and 
therefore  it  should  be  used,"  as  long 
■ as  our  process  for  getting  the  infor- 
mation is  sound. 

Distribution  of  the  information 
is  a problem.  In  great  measure  it 
would  depend  on  the  medication  in 
■;  question.  For  example,  in  the  case 
, af  an  injectable  long-acting  proges- 

- terone,  we  would  think  it  mandatory 
to  issue  two  separate  leaflets— a 
-short  one  for  the  patient  to  read  be- 

: 'ore  getting  the  first  shot  and  a long 

- one  to  take  home  in  order  to  make  a 
'decision  about  continuing  therapy, 
n this  case,  the  information  might 
ae  put  directly  on  the  package  and 
aot  removable  at  all.  But  for  a medi- 
ation like  an  antihistamine  this 
nformation  might  be  issued  sepa- 
ately,  thus  giving  the  physician  the 
aption  of  distribution.  This  could 
preserve  the  placebo  use,  etc. 


Jnly  i 
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the  doctor  can  remove  that  fear 
y 20  or  30  minutes  of  conversation. 

; ; I’m  not  suggesting  that  we 
--.i/ithhold  any  information  from  the 
- j atient  because,  first  of  all,  it  would 
• e totally  dishonest  and  secondly,  it 
-;,'Ould  defeat  the  very  purpose  of  the 
j isert.  I do  think  that  a patient  on  the 
. • irth  control  pill  should  know  about 
-.  le  incidence  of  phlebothrombosis. 

If  you’re  going  to  tell  a patient 
■ ~\e  incidence  of  serious  adverse  re- 
: ctions,  then  you  have  to  tell  him 
:;!iat  a concerned  medical  decision 
;’-as  made  to  use  a particular  medi- 
--  ation  in  his  situation  after  careful 
. : onsideration  of  the  incidence  of 
amplications  or  side  effects. 


motionally  unstable  patients  pose 
special  problem 

There  are  patients  who,  be- 
:*  3use  of  severe  emotional  problems, 
auld  not  handle  the  information 
e antained  in  a patient  package  in- 
:• : *~rt.  Yet  if  we  are  going  to  have  a 
-3  ackage  insert  at  all,  we  just  can’t 
::3ve  two  inserts.  I think  we  might 
■:  efmply  have  to  tell  the  families  of 
ese  patients  to  remove  the  insert 
om  the  package. 

. ;gal  implications  of  the  patient 
; Jckage  insert 

Just  what  effect  would  a pa- 


It is  in  the  distribution  of  pa- 
tient information  that  the  pharma- 
cist may  get  involved.  As  profession- 
als and  members  of  the  health-care 
team  and  as  a most  important  source 
of  drug  information  to  patients, 
pharmacists  should  be  responsible 
for  keeping  medical  and  drug  rec- 
ords on  patients.  It  is  also  logical 
that  they  should  distribute  drug  in- 
formation to  them. 

Realistic  problems  must  be 
considered 

We  have  to  expect  that  the  in- 
troduction of  an  information  device 
will  also  create  new  problems.  First, 
how  can  we  communicate  complex 
and  sophisticated  information  to 
people  of  widely  divergent  socio- 
economic and  ethnic  groups?  Sec- 
ond, what  will  we  say?  And  third, 
how  can  we  counteract  the  negative 
attitude  of  many  physicians  toward 
any  outside  influenceor  input?  Hope- 
fully the  medical  profession  will  re- 
spond by  anticipating  the  problems 
and  helping  to  solve  them.  Assum- 
ing we  can  also  solve  the  difficulty 
of  communicating  information  to  di- 
verse groups  throughout  the  United 
States,  our  remaining  task  will  be 
the  inclusion  of  appropriate  material. 

What  information  is  appropriate? 

In  my  opinion,  technical,  chem- 
ical and  such  types  of  material 
should  not  be  included.  And  there  is 


tient  package  insert  have  on  mal- 
practice? We  could  try  to  avoid  any 
legal  implications  by  pointing  out 
that  the  physician  has  selected  a 
particular  medication  because,  in 
his  professional  judgment,  it  is  the 
treatment  of  choice.  For  instance, 
you  can’t  tell  everyonetaking  anti- 
histamines not  to  work  just  because 
a few  patients  develop  extreme 
drowsiness  which  can  lead  to  acci- 
dents. And  what  about  the  very  small 
incidence  of  aplastic  anemia  rarely 
associated  with  chloramphenicol? 

If,  based  on  sensitivity  studies  and 
other  criteria,  we  decide  to  employ 
this  particular  antibiotic,  we  do  so 
in  full  knowledge  of  this  serious  po- 
tential side  effect.  It’s  not  a simple 
problem. 

How  do  we  handle  an  insert  for  medi- 
cation used  for  a placebo  effect? 

With  rare  exceptions,  physi- 
cians no  longer  use  medications  for 
a placebo  effect.  This  question  does 
raise  the  issue  of  how  a patient  may 
react  to  receiving  a medication 
without  a package  insert. 

Preparation  of  the  package  insert 

The  development  of  the  insert 
ought  to  be  a joint  operation  be- 
tween physicians,  the  pharmaceuti- 
cal industry.theA.M.A.andtheF.D.A. 


no  point  in  the  routine  listing  of  side 
effects  like  nausea  and  vomiting 
which  seem  to  apply  to  practically 
all  drugs,  unless  it  is  common  with 
the  drug.  However,  serious  side  ef- 
fects should  be  listed,  as  should  in- 
formation about  a medication  that 
is  potentially  risky  for  other  reasons. 

Other  pertinent  information 
might  consist  of  drug  interactions, 
the  need  for  laboratory  follow-up, 
and  special  storage  requirements. 
What  we  want  to  include  is  informa- 
tion that  will  help  increase  patient 
compliance  with  the  therapy. 

Positive  aspects  of  patient  drug 
information 

Labeling  medication  for  the 
patient  would  accomplish  a number 
of  good  things:  the  patient  could  be 
on  the  lookout  for  possible  serious 
side  effects;  his  compliance  would 
increase  through  greater  under- 
standing; the  physician  would  be  a 
better  source  of  information  since 
he  would  be  freer  to  use  his  time 
more  effectively;  other  members  of 
the  health-care  team  would  benefit 
through  patient  understanding  and 
cooperation;  and,  finally,  the  physi- 
cian-patient relationship  would  prob- 
ably be  enhanced  by  the  greater 
understanding  on  the  part  of  the  pa- 
tient of  what  the  physician  is  doing 
for  him. 


I view  the  A.M.A.’s  role  as  a co- 
ordinator or  catalyst.  It  is  the  only 
organization  through  which  the  pro- 
fession as  a whole,  irrespective  of 
specialty,  can  speak.  It  has  relatively 
instant  access  to  all  the  medical  ex- 
pertise in  this  country.  And  it  can 
bring  that  professional  expertise  to- 
gether to  ensure  a better  package 
insert.  The  A.M.A.  can  work  in  con- 
junction with  the  industry  that  has 
produced  the  product  and  which  is 
ultimately  going  to  supply  the  insert. 

I don’t  think  we  should  rely,  or 
expect  to  rely,  on  legislative  com- 
mittees and  their  nonprofessional 
staffs  to  make  these  decisions  when 
it  is  perfectly  within  the  power  of 
the  two  groups  to  resolve  the  issues 
in  the  very  best  American  tradition — 
without  the  government  forcing  us 
to  do  it.  I think  the  F.D.A.  has  to  be 
involved,  but  I’d  like  them  to  become 
involved  because  they  were  asked 
to  become  involved. 


Pharmaceutical 
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A Geriatric  Program  in  Sanford,  Maine 

Melvin  Bacon,  M.D.,  F.A.G.S.* 


For  many  years  I have  been  interested  in  the  care 
of  the  elderly.  Last  year  was  no  exception.  This  in- 
terest dates  back  many  years  to  when  my  truly  won- 
derful mother’s  parents  were  living.  Their  continued 
interest,  encouragement  and  consideration  stirred 
me  on.  Even  while  I was  growing  up,  they  encour- 
aged me  to  aid  and  assist  the  elderly  whenever  pos- 
sible reminding  me  that  one  day,  “The  Good  Lord 
Willing,”  I would  fall  into  this  category.  With  such 
a background  as  I have  already  mentioned,  this  in- 
terest has  continued  up  to  the  present  and  has 
prompted  me  to  write  this  paper  on  the  Geriatric 
Program  in  Sanford.  It  is  believed  that  there  are 
only  2 such  programs  in  the  United  States. 

I should  like  to  start  by  describing  the  Trafton 
Senior  Citizen  Center  which  has  been  one  of  my 
main  interests,  giving  a little  of  the  background  and 
history  and  its  programs. 

The  Center  was  started  in  1964  under  the  aus- 
pices of  the  Sanford-Springvale  Y.M.C.A.  under 
the  supervision  of  Thomas  Milligan,  Executive  Di- 
rector, and  has  had  four  locations.  It  has  grown 
steadily  in  scope.  On  May  4,  1969,  a realization 
came  to  pass  with  the  dedication  of  the  Charles  A. 
Trafton  Memorial  Senior  Citizen  Center  in  San- 
ford. They  now  have  their  own  building.  This  came 
to  pass  through  the  generosity  of  Mr.  and  Mrs. 
Emile  Levasseur.  It  is  for  citizens  age  50  and  over. 

Many  activities  have  been  going  on  there.  The  fol- 
lowing, of  interest,  is  the  Well-Aging  Clinic  Pro- 
gram from  September  26,  1973  to  August  28,  1974. 
The  Clinic  Program  is  as  follows: 

1973 

SEPTEMBER 

Wednesday  26  Blood  Pressure 
1:30  P.M. 

Wednesday  26  Fall  Bus  Trip 

OCTOBER 

Thursday  18  Foot  Care 
1:30  P.M. 

Wednesday 24  Influenza  Vaccine 

Wednesday  24  Blood  Pressure 
1:30  P.M. 

Wednesday  31  Hearing  Evaluation 
1:30  P.M. 

NOVEMBER 

Wednesday  7 Influenza  Vaccine 

♦Medical  Advisor  to  the  Charles  A.  Trafton  Senior  Citizen  Cen- 
ter, Chief  of  Medicine  and  Director  of  Medical  Education, 
Goodall  Hospital,  Sanford,  Maine. 


Tuesday  13  Diabetes  Program  (Talk) 
Thursday  15  Blood  Sugar  Testing 
Wednesday  28  Blood  Pressure 
1:30  P.M. 

DECEMBER 

Thursday  6 Glaucoma  Clinic 
1:30  P.M. 

Wednesday  26  Blood  Pressure 
1:30  P.M. 


1974 

JANUARY 
Wednesday  16  Foot  Care 
1:30  P.M. 

Wednesday  23  Blood  Pressure 
1:30  P.M. 

Wednesday  30  Hearing  Evaluation 
1:30  P.M. 

FEBRUARY 
Tuesday  7 Bus  Trip 

Tuesday  13  Heart  Program  (Talk) 

Wednesday  27  Blood  Pressure 
1:30  P.M. 

MARCH 


Wednesday  27 

Blood  Pressure 
1:30  P.M. 

Wednesday  10 
Wednesday  24 

APRIL 
Foot  Care 
1:30  P.M. 
Blood  Pressure 
1:30  P.M. 

Wednesday  22 
Wednesday  29 

MAY 

Blood  Pressure 
1:30  P.M. 

Hearing  Evaluation 
1:30  P.M. 

Wednesday  26 

JUNE 

Blood  Pressure 
1:30  P.M. 

Wednesday  10 
Wednesday  24 
Wednesday  3 1 

JULY 
Foot  Care 
1:30  P.M. 

Blood  Pressure 
1:30  P.M. 

Hearing  Evaluation 
1:30  P.M. 
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AUGUST 

Wednesday  28  Blood  Pressure 
1:30  P.M. 

It  appears  appropriate  at  this  time  to  give  the  re- 
sults of  this  program.  The  period  for  these  results 
is  from  March  1973  to  March  1974. 

The  number  of  blood  pressures  taken  was  5 1 1 and 
the  number  of  abnormals  found  was  95,  and  each 
was  referred  to  the  family  physician  for  study  and 
treatment.  There  were  247  Influenza  injections 
given.  Twenty-five  audiometric  tests  were  done  of 
which  12  were  found  to  be  abnormal  and  referred  to 
the  family  physician.  Eight  cases  of  foot  care  w ere 
done  and  none  were  referred.  Sixteen  individuals 
were  checked  for  Glaucoma  and  2 cases  were  re- 
ferred to  the  family  physician.  One  of  these  was 
found  to  have  Glaucoma  and  the  other  was  found  to 
be  borderline.  Another  interesting  finding  was  that 
of  the  blood  sugar  testing  program.  Fifty-seven 
were  done  and  5 were  found  to  be  abnormal.  Of 
these,  4 were  found  to  be  new  diabetics  and  one  a 
known  diabetic. 

The  next  item  concerns  the  bus  trips.  Forty-nine 
took  the  Songo  River  Boat  Cruise  in  Naples,  Maine, 
and  90  attended  the  Ice  Follies  at  the  Boston  Gar- 
dens. Boston,  Massachusetts.  It  was  interesting  to 
note  the  enthusiasm  of  the  participants  in  this  en- 
deavor. It  should  be  mentioned  at  this  time  that  a 
nurse  accompanies  all  bus  trips. 

The  purpose  of  the  ‘‘Well- Aging  Clinic”  is  to  pro- 
vide a health  service  for  the  Senior  Citizens  of  the 
area,  who,  for  many  reasons,  might  not  otherwise  be 
able  to  obtain  these  services. 

The  Community  Health  Association,  having  an 
interest  in  the  senior  citizens  of  the  area,  accepted 
the  challenge  of  trying  to  provide,  at  the  lowest  pos- 
sible cost,  a series  of  test  immunization  and  medical 
programs,  w hich  could  determine  if  further  medical 
services  were  needed  by  each  individual's  physi- 
cian. The  program  has  the  acceptance  of  most  of  the 
local  physicians. 

A multiplicity  of  literature  including  information 
bulletins  is  available  at  the  Center. 

Speakers  on  various  health  and  safety  subjects 
have  also  participated. 

Another  program  of  interest  was  a hot  lunch  pro- 
gram sponsored  by  the  Cumberland-York  County 
Senior  Citizens  Council  five  days  a week.  It  is  pres- 
ently federally  funded  and  there  is  no  charge.  How- 
ever. people  are  asked  to  donate  whatever  they  wish 
or  $ 1 .00  if  possible.  Similar  programs  are  being  car- 
ried out  in  Biddeford.  Westbrook  and  Portland. 

There  was  also  a physical  fitness  program  on 
Mondays,  10:00  A.M.  to  1 1:00  A.M.  for  all  senior 
citizens  age  50  and  over.  The  Director  of  this  pro- 
gram was  Mrs.  Eva  Spencer. 

Other  endeavors  included  social  and  fun  activi- 
ties, hobby  shows,  food  sales,  painting  classes. 


beano  games,  whist  parties,  trash  and  treasure 
sales,  the  Annual  Fair  to  raise  funds  for  operational 
expenses  and  a variety  of  speakers. 

Another  interesting  feature  was  referral,  assist- 
ing and  counseling  regarding  Maine’s  Elderly 
Householders  Tax  Relief  and  Federal  Income  Tax 
assistance  given  by  Mr.  Raymond  Chevalier. 

The  Center  also  has  a column  in  the  Sanford  T ri- 
bune  which  indicates  activities  that  go  on  at  the 
Center.  They  also  have  a bulletin  board  at  the  Cen- 
ter for  the  information  of  the  senior  citizens. 

Now  to  include  a few  other  ideas.  We  had  ar- 
ranged for  speakers  on  Blue  Cross/Blue  Shield 
Companion  Plan  for  individuals  age  65  and  over  and 
on  the  Medicare  Program  to  speak  before  this  group 
last  fall. 

Another  endeavor  for  any  citizens  age  50  and  over 
was  planned.  It  would  involve  the  Sanford-Spring- 
vale  Community  Health  Association  and  the  Traf- 
ton  Senior  Citizens  Center  in  Sanford.  The  facilities 
of  the  latter  group  would  be  utilized.  This  set-up 
would  include  doing  ECGs,  CBCs,  SM  A 12s,  Lipid 
Profiles.  Chest  X-rays,  Pulmonary  Function  Tests 
and  Urinalysis.  Blood  Pressures  would  also  be 
taken  and  each  individual  weighed  and  measured.  A 
short  pertinent  history  would  be  taken  by  a nurse  or 
completed  by  the  participant.  About  300  individuals 
would  be  examined.  This  program  would  be  open  to 
all  from  Sanford,  Springvale.  Acton  and  Shapleigh. 
Although  several  groups  were  approached  to  sub- 
sidize this  program,  we  were  turned  down  by  all. 
We  have  as  yet  not  found  the  “Key  to  Success”  in 
this  area.  However,  if  all  goes  as  anticipated,  we 
will  be  setting  up  a screening  program  much  smaller 
and  different  in  scope  that  should  prove  most  inter- 
esting. This  will  include  complete  histories  simpli- 
fied enough  to  be  filled  out  by  the  senior  citizen  him- 
self, and  a very  thorough  and  adequate  physical 
examination  will  be  performed.  The  history  will  be 
reviewed  by  the  participating  physician.  In  addi- 
tion, “Pap  Smears"  will  be  done  on  all  females. 
Urinalysis  and  Hemoglobins  will  be  done  on  all. 
All  those  found  to  have  abnormalities  will  be  re- 
ferred to  the  family  physician. 

Nursing  Programs 

Also  interesting  was  a series  of  Workshops  for 
the  nurses  of  Maine  which,  in  part  or  whole,  in- 
volves the  Geriatric  Program.  These  had  the  ap- 
proval of  the  Maine  Medical  Association  and  the 
York  County  Medical  Society.  There  was  an  at- 
tendance of  from  150  to  200.  The  subjects  of  these 
were  stroke,  diabetes  and  geriatrics. 

Summary 

This  paper  presents  the  Geriatric  Program  in  San- 
ford. We  believe  we  have  been  pioneers  in  this  field. 

Continued  on  Page  217 
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President’s  Address* 

John  B.  Madigan,  M.D. 


This  evening,  as  the  time  has  come  for  my  Swan 
Song  as  President  of  the  Maine  Medical  Associa- 
tion, I wish  to  state  first  of  all  my  gratitude  for  the 
confidence  in  me  expressed  by  those  who  elected 
me  to  office  and  for  the  privilege  of  serving.  I trust 
that  confidence  has  not  been  misplaced.  Secondly, 
my  thanks  flow  in  profusion  to  the  base  of  operations 
of  the  Medical  Association,  namely,  Patti  Bergeron, 
the  staff  and,  of  course  Dan  Hanley,  without  whom 
the  Association  would  be  as  a ship  without  a rudder. 
The  Executive  Committee  also  has  been  most  co- 
operative and  supportive  of  my  efforts. 

It  has  been  a busy  and  exciting  year!  You  are  all 
aware  of  the  many  disturbing  changes  affecting  the 
practice  of  medicine  in  our  times.  In  my  travels  to 
the  various  Districts  of  the  State,  I have  stressed 
my  concerns  relevant  to  the  problems  of  the  pro- 
fession. I have  been  encouraged  to  find  an  increas- 
ing number  of  physicians  interested  in  becoming 
more  active  in  committee  work  and  in  the  general 
business  of  the  Association.  No  doubt  the  difficul- 
ties we  face  have  contributed  to  this  interest  but  if 
these  are  the  stimuli,  at  least  interest  in  the  Associa- 
tion has  been  aroused. 

In  this  day  and  age  the  best  efforts  of  conscien- 
tious physicians  to  provide  medical  care  for  the  in- 
dividual who  is  sick  are  now  constantly  diluted  and 
frustrated  by  rules  and  regulations  of  third  party 
payers  both  governmental  and  in  the  private  sector. 
The  judgement  of  physicians  to  decide  who  needs 
hospital  care  and  then  to  regulate  the  length  of  stay 
is  now  in  question.  The  treatment  of  disease  be- 
comes the  paramount  issue  and  the  care  of  the  sick 
is  of  secondary  significance.  In  such  ways,  the  in- 
terrelationships between  physicians  and  patients 
are  gradually  eroded,  contributing  to  declining  con- 
fidence in  the  doctor  and  the  eventual  environment 
for  liability  procedures. 

Such  an  environment  unquestionably  is  also  due 
to  changes  in  life  styles  and  attitudes  of  people  all 
over  the  world.  There  is  a growing  tendency  to  trust 
no  one  and  rather  to  be  suspicious  of  any  indication 
of  sincerity.  It  is  a time  of  terrible  turmoil  for  phy- 
sicians! 

Faced  with  such  a situation,  let  us  reflect  for  a 
moment  on  a few  fundamental  truths  which  we  once 
held  close  to  our  hearts  and  let  us  question  whether 
if  we  once  held  to  these  ideals  should  we  not  now 
rethink  our  philosophies  when  overwhelmed  with 
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problems  such  as  are  currently  on  the  medical  hori- 
zon. 

The  history  of  medicine  is  a necessary  framework 
to  integrate  all  the  numerous  fragments  of  medical 
theory  and  practice.  It  teaches  us  that  medicine  is 
so  complex  that  no  human  mind  can  absorb  it  all. 
The  doctor,  of  necessity,  must  be  a wise  man  in 
order  to  be  able  to  sort  out  and  apply  this  complex 
knowledge.  It  follows,  he  must  be  a good  man  be- 
cause how  else  can  he  combine  professional  quality 
and  integrity  with  a kind  heart,  high  ideals,  and  per- 
form with  honesty  and  efficiency  as  a member  of 
society. 

Thus,  the  physician  in  his  threefold  capacity  as  a 
professional,  as  a member  of  society,  and  as  a 
human  being  has  helped  man  in  his  physical,  mental, 
and  social  ascent  throughout  the  ages.  Hence,  to  be 
a doctor  is  much  more  than  dispensing  pills,  patch- 
ing or  repairing  torn  flesh  or  minds.  Indeed,  it  is 
more  than  Utilization  Reviews,  Peer  Reviews,  and 
multiple  insurance  forms.  It  is  a profession  which 
should  have  the  highest  potential  for  greatness. 
Think  of  our  famous  colleagues  throughout  history 
who  have  contributed  in  dynamic  ways  to  the 
science  and  art  of  medicine.  Our  profession  is  the 
only  one  which  still  speaks  of  its  duties  to  mankind 
while  others  speak  only  of  rights.  We  are  dedicated 
in  service  to  our  patients,  but  perhaps  in  this  cynical 
world  this  is  hardly  a conceivable  attitude.  As  clini- 
cians, we  must  alleviate  pain  and  heal  the  sick  and 
as  teachers  we  must  spread  our  knowledge  for  the 
benefit  of  mankind  with  no  ambition  for  gain.  In  this 
way,  we  shall  maintain  our  profession  as  a social 
science  applied  to  the  welfare  of  mankind.  In  a very 
personal  sense,  it  is  important  for  each  of  us  to  treat 
our  patients  with  kindness,  courtesy,  and  honesty 
— striving  to  preserve  our  own  modesty  and  humil- 
ity — maintaining  always  the  greatest  personal  sim- 
plicity. 

Hopefully  our  own  patients  can  sense  an  ap- 
proach to  these  qualities  in  each  of  us.  Unfortunate- 
ly at  present,  it  is  politically  expedient  to  have  pro- 
fessional health  planners  ignore  any  such  qualities  in 
the  medical  community  and  to  portray  us  as  a mer- 
cenary band  of  elite  money  grabbers  completely  un- 
sympathetic to  the  poor  and  unfortunate,  repeated 
denials  of  such  designations  can  do  very  little  to  cor- 
rect the  image  inferred  by  such  modern  day  plan- 
ners. The  only  defense  can  be  our  continued  efforts 
to  live  up  to  the  highest  standards  in  the  care  of  the 
sick  and  unfortunate  of  this  world. 

Continued  on  Page  220 
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Maine  Blue  Cross  and  Blue  Shield  News 


UPDATE  ON  OUTPATIENT  BENEFITS 

Executive  Committee  members  of  the  Maine  Blue  Cross  and  Blue  Shield  Board 
have  approved  recommendations  dealing  with  the  1974  expansion  of  the  Blue  Cross 
outpatient  laboratory  coverage  and  any  future  growth  of  a Blue  Shield  plan  for 
outpatient  laboratory  services. 

Maine  Blue  Cross  and  Blue  Shield  representatives,  working  closely  with  an  ad 
hoc  committee  of  physicians  and  hospital  officials,  studied  proposals  concerning  the 
Blue  Cross  Pilot  Outpatient  Laboratory  Program.  After  a great  deal  of  study  and 
deliberation,  they  brought  their  recommendations  before  the  executive  committee. 

Last  year.  Maine  Blue  Cross  instituted,  on  a pilot  basis,  coverage  for  hospital 
outpatient  laboratory  testing  and  pathology  utilized  in  diagnosing  injury  and  disease. 

Many  physicians  voiced  concern  over  the  expansion,  feeling  that  it  would  cause 
an  inconvenience  to  both  physicians  with  small  office  labs  and  their  patients,  arising 
from  the  need  to  refer  the  patient  to  the  hospital  outpatient  department  in  order  to 
have  the  lab  work  covered  by  Maine  Blue  Cross  and  Blue  Shield. 

Feedback  from  physicians  also  indicated  that  they  would  like  to  be  able  to  take 
specimens  in  their  offices  and  send  them  to  the  nearest  hospital  and  have  the  patient 
still  receive  coverage.  Thus,  the  cooperative  study  came  into  being  in  response  to 
physician  concern. 

The  Executive  Committee  further  accepted  these  recommendations: 

* The  equalization  of  Blue  Cross  and  Blue  Shield  coverage  will  be  accorded 
top  priority,  if  at  some  time  in  the  future.  Blue  Shield  achieves  a financial 
and  competitive  position  w hich  would  permit  such  expansion  of  its  cover- 
age. 

* Enlargement  of  the  current  pilot  program  to  include  payment  for  processing 
of  samples  obtained  in  the  physicians'  office  and  transported  to  the  hospital 
laboratory.  The  hospital  also  would  be  reimbursed  according  to  the  current 
reimbursement  formula  for  cost  of  the  necessary  laboratory  materials. 

* Physicians  should  not  feel  restricted  in  billing  patients,  who  are  Blue  Cross 
members,  for  sample  drawings  which  take  place  in  their  offices  and  are 
processed  in  hospital  laboratories. 

Presently,  in  addition  to  the  Blue  Cross  pilot  program.  Blue  Shield  has  a rider 
which  provides  office  laboratory  coverage.  A special  notation  can  be  found  on  the 
I.D.  cards  of  subscribers  in  groups  that  have  purchased  this  optional  rider. 
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Dean  H.  Fisher,  M.D. 

COMMISSIONER 


State  of  Maine 

Department  of  Health  and  Welfare 


Gonorrhea  in  Maine 

Charles  Lindman* 


The  incidence  of  gonorrhea  in  Maine  for  1974 
reached  an  all-time  high  with  2,080  cases  reported  to 
the  Bureau  of  Health.  This  total  represents  a 53% 
increase  over  1 ,379cases  reported  for  1973.  The  im- 
plementation of  specific  control  measures  in  early 
1972  has  contributed  significantly  to  the  continuous 
rise  in  reported  gonorrhea  cases.  Specifically,  these 
measures  to  control  gonorrhea  in  Maine  include  a 
Statewide  gonorrhea  culture  screening  program,  a 
required  laboratory  venereal  disease  reporting  sys- 
tem and  the  epidemiological  management  of  male 
cases  of  gonorrhea.  It  appears  that  the  combination 
of  these  activities  may  be  able  to  effect  some  control 
over  gonorrhea,  provided  continued  support  for 
control  efforts  will  be  forthcoming. 

The  Problem 

1.  Time  — Figure  1 shows  the  number  of  cases 
reported  in  Maine  from  1954  through  1974.  The 
curve  is  similar  to  that  seen  nationwide  and  repre- 
sents a significant  rise  in  the  incidence  of  gonorrhea 
which  has  been  most  marked  in  the  past  five  years. 
An  all-time  peak  of  2, 080  cases  reported  in  calendar 
year  1974  represents  a 53%  increase  over  1973.  It  is 
of  some  interest  that  the  incidence  of  gonorrhea 
declined  in  both  New  Hampshire  and  Vermont 
during  1974.  Maine  presently  ranks  third  in  New 
England  based  on  a rate  per  100,000  population. 
Only  Connecticut  and  Massachusetts  reported 
more  cases  than  Maine.  Nationally,  in  1974,  Maine 
ranked  38th  among  the  states,  based  on  a 100,000 
population  rate,  which  is  probably  consistent  with 
other  reportable  communicable  disease  rates. 

2.  Place  — Figure  2 shows  the  reported  incidence 
rates  of  gonorrhea  by  county  for  Maine  in  1 974.  The 
counties  with  the  highest  incidence  rates  are  Cum- 
berland, Penobscot,  Kennebec  and  Androscoggin, 
locations  of  the  four  largest  cities  in  Maine  (Port- 
land, Bangor,  Augusta/Waterville  and  Lewiston/ 
Auburn,  respectively).  The  counties  with  the  low- 
est incidence  tend  to  be  those  which  are  rural. 
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Considering  further  the  distribution  of  gonorrhea 
within  Maine,  Table  1 shows  the  reported  1974  in- 
cidence of  gonorrhea  in  counties  belonging  to 
Standard  Metropolitan  Statistical  Areas.  Within 
SMSA  counties,  the  incidence  rate  within  large 
cities  (central  cities)  is  compared  with  places  out- 
side SMSAs.  A very  clear  comparison  between  in- 
cidence in  more  dispersed  areas  and  densely  popu- 
lated areas  is  seen,  with  the  central  cities  reporting 
the  much  higher  incidence  of  gonorrhea.  This  dif- 
ference reflects  a variety  of  factors  including  greater 
availability  of  medical  care  facilities,  plus  the  exis- 
tence of  the  social  and  environmental  conditions 
that  historically  contribute  to  the  spread  of  venereal 
disease. 

3.  Person  — Figure  3 shows  age  specific  group- 
ings for  males  and  for  females,  comparing  1965  and 
1974.  It  is  obvious  that  the  same  age  groups  are  af- 
fected now  as  were  affected  9 years  ago,  with  the 
highest  incidence  seen  in  20  to  24  year  olds.  About 
75%  of  the  cases  occur  in  those  under  the  age  of 
25.  The  male  to  female  ratio,  which  was  1:0.6  in 
1965,  has  increased  to  1:1.1  in  1974,  suggesting  that 
previously  undiscovered  females  are  presently 
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being  detected.  The  increase  of  reported  cases  in  the 
15  to  19  age  group  undoubtedly  was  influenced  by  a 
1970  legislative  mandate  allowing  physicians  to 
treat  minors  without  first  obtaining  parental  permis- 
sion. 

Table  2 shows  a comparison  between  the  total  in- 
fected population  and  the  at-risk  age  group  (between 
15  and  29)  based  on  incidence  rates  per  10.000  for 
1974.  by  county  breakdown.  The  incidence  levels 
in  the  15  to  29  group  clearly  illustrates  the  fact  that 
gonorrhea  is  most  common  among  the  teenage  and 
young  adult  groups  more  than  any  age  group.  Of  the 
2,080  cases  reported  in  1974,  1,427  (78%)  occurred 
within  the  15  to  29  age  group.  When  observed  by 
itself,  the  case  rate  per  10.000  population  in  the  15 
to  29  age  group  is  nearly  5 times  greater  than  the  rate 
for  the  total  population  in  each  county.  Considering 
the  yield  factors  by  age  groups,  it  is  recommended 
that  only  females  under  30  years  of  age  be  routinely 
examined  for  gonorrhea. 


The  Program 

I.  Casefinding  — In  April  1972,  a Statewide 
gonorrhea  screening  program  was  initiated  by  the 
Bureau  of  Health.  Transgrow  medium  was  fur- 
nished to  any  health  care  provider,  and  free  process- 
ing support  was  offered  by  the  State  Public  Health 
Laboratory  in  Augusta.  The  program  has  been  well 


FIGURE  3 
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received  by  many  components  of  the  medical  care 
system  throughout  Maine.  Since  April  of  1972, 
45,769  females  have  been  examined  for  gonorrhea 
by  a variety  of  health  care  providers.  The  thrust  of 
this  mass  screening  effort  has  been  directed  at  the  15 
to  40  age  group.  The  overall  positive  rate  for  1974 
was  3.4%,  with  the  greatest  yield  again  occurring  in 
the  15  to  29  age  group. 

Table  3 shows  the  results  of  screening  cultures 
according  to  the  type  of  facility  submitting  the  cul- 
ture. As  might  be  expected,  cultures  taken  in  the 
State’s  only  designated  venereal  disease  clinic  had 
the  highest  positive  rate  (22%).  Family  planning 
facilities,  which  accounted  for  43%  of  all  cultures 
submitted,  had  an  overall  positive  rate  of  2%  and 
private  physicians  who  submitted  43%  of  all  cul- 
tures had  a positive  rate  of  3%.  Positive  rates  in 
Maine's  screening  program  are  much  lower  than 
those  reported  from  the  nation  as  a whole.  The  value 
of  family  planning  screening  can  be  assessed  in  one 
word,  “routine.”  Since  the  inception  of  the  screen- 
ing activity,  family  planning  programs  throughout 
the  State  have  presented  the  most  convenient  and 
inexpensive  medical  setting  through  which  young 
people  can  be  examined  for  gonorrhea  on  a routine 
and  confidential  basis. 

2.  Treatment  — Since  there  is  only  one  full  time 
V.D.  clinic  in  Maine,  most  of  the  cases  of  gonorrhea 
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Table  1 


Table  3 


State  of  Maine  Gonorrhea  Cases  per  100,000  by  Type  of  Area 


Area 

Rate! 100, 000 

Total  State 

208.0 

Metropolitan 

414.9 

(inside  SMSAs  total) 

Central  Cities  (Portland  & Lewiston) 

552.2 

Non-Metropolitan 

1 14.5 

(outside  SMSAs  total) 

Table  2 


State  of  Maine  Reported  Gonorrhea  Case  Rate/10,000 
All  Ages  vs.  At-Risk  Group  (19-29)  by  County 
Calendar  Year  1974 


County 

Total 

Cases 

Reported 

Total 
Rate 
All  Ages 

Rate 
Based  on 
Pop.  for 
19-29  Group 

Androscoggin 

220 

24.1 

107.8 

Aroostook 

1 1 1 

11.7 

50.3 

Cumberland 

668 

34.6 

149.2 

Franklin 

54 

24.0 

99.0 

Hancock 

70 

20.2 

95.6 

Kennebec 

232 

24.3 

1 10.0 

Knox 

66 

22.7 

1 13.6 

Lincoln 

13 

6.3 

33.8 

Oxford 

57 

13.1 

65.4 

Penobscot 

311 

24.8 

92.6 

Piscataquis 

12 

7.3 

36.3 

Sagadahoc 

14 

5.9 

27.2 

Somerset 

38 

9.3 

45.0 

Waldo 

15 

6.4 

29.1 

Washington 

53 

17.7 

90.0 

York 

146 

13.3 

56.0 

are  seen  and  treated  in  private  physician  offices, 
hospital  based  out-patient  clinics  and  emergency 
rooms.  In  rural  areas  it  has  not  been  feasible  nor 
economically  possible  to  establish  formal  V.D. 
clinics  due  to  dispersion  of  the  population.  In  these 
areas,  arrangements  have  periodically  been  made 
with  private  physicians,  hospital  emergency  rooms, 
etc.  to  provide  examination  and  treatment  for  per- 
sons suspected  of  having  a venereal  disease.  The 
Bureau  of  Health  presently  supplies  aqueous  pro- 
caine penicillin,  ampicillin  and  spectinomycin  free 
of  charge  to  physicians,  family  planning  clinics  and 
local  health  departments  for  use  in  treating  venereal 
disease  patients.  To  insure  physician  awareness  of 
the  new  recommended  treatment  schedules  for 
gonorrhea,  the  schedules  are  published  periodically 
in  the  appropriate  state  and  national  medical  litera- 
ture. The  latest  treatment  schedule  recently  ap- 
peared in  the  January  1975  edition  of  the  Maine 
Medical  Journal. 

The  Bureau  of  Health’s  casefmding  capability 
was  enhanced  in  1974  by  the  implementation  of  a 
Statewide  laboratory  reporting  regulation  which  re- 
quires all  positive  diagnostic  tests  for  venereal  dis- 
ease to  be  reported  directly  to  the  Bureau's  Vene- 
real Disease  Control  Program  in  Augusta.  The  in- 


State  of  Maine  Gonorrhea  Screening 
Positivity  Rate  of  Females  Examined  According  to 
Type  of  Facility 


Submitting  Facility 

Positive!Total%  Positive 

Private  Physicians 

359/11,516 

3.1 

Family  Planning  Clinics 

230/11,316 

2.1 

V.D.  Clinic 

131/589 

22.2 

Hospital  Outpatient 

116/907 

12.8 

Group  Health  Clinics 

24/473 

5.1 

Student  Health  Centers 

18/785 

2.3 

Correction  Center 

6/168 

3.6 

Hospital  Inpatient 

5/252 

2.0 

Military 

0/55 

0 

Not  Specified 

7/88 

8.0 

TOTAL 

896/26, 149 

3.4 

Table  4 

State  of  Maine  Reported  Male  Gonorrhea  Cases  Only 

Epidemiologic  Yield  for  1974 

Private  Cases  Public  Cases 

No.  % 

No. 

% 

Male  Cases  Reported 

832 

190 

Cases  Interviewed 

318  38.2 

182 

95.8 

Total  Contacts  Examined 

418 

258 

Contacts  Infected  with  GC 

127  30.4 

77 

29.8 

Contacts  Epidemiologically  Rx  99  23.7 

70 

27.1 

Total  Treatments 

226  54. 1 

147 

57.0 

tent  of  this  surveillance  mechanism  is 

to  facilitate 

and  hasten  the  epidemiological  process  thereby  ex- 
tending a more  comprehensive  and  productive  ser- 
vice to  the  private  medical  community  throughout 
Maine.  Realizing  the  need  to  maintain  the  confiden- 
tial relationship  between  the  physician  and  his  pa- 
tient, under  no  circumstances  will  venereal  dis- 
ease control  personnel  ever  contact  a patient  with- 
out first  obtaining  the  reporting  physician's  advice 
and  permission  to  do  so. 

3.  Case  Evaluation  — A selective  program  on 
gonorrhea  casefinding  was  initiated  in  October 
1972.  Infected  male  gonorrhea  patients  have  been 
interviewed  for  their  sex  partners.  The  main  focus 
of  this  epidemiological  activity  has  been  centered  in 
the  larger  cities  of  the  State.  Table  4 shows  the  re- 
sults of  gonorrhea  case  evaluations  in  1974. 

Overall,  38%  of  the  male  gonorrhea  patients  re- 
ferred by  private  physicians  and  96%  of  the  male  pa- 
tients seen  in  public  facilities  were  interviewed  in 
1974.  Less  than  5%  of  the  total  female  gonorrhea 
patients  reported  in  1974  were  interviewed  by  pro- 
gram personnel.  The  average  number  of  contacts 
from  male  gonorrhea  patients  was  1.50.  Persons  in- 
fected with  gonorrhea  are  motivated  to  identify  all 
sexual  contacts  within  a 30-day  period  prior  to  re- 
ceiving treatment.  Of  contact  investigations  as- 
signed, over  75%  resulted  in  the  examination  of  pa- 
tients. Of  those  examined,  30%  of  all  female  con- 
tacts to  male  patients  were  diagnosed  as  having 
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gonorrhea.  Three-fourths  of  these  were  either 
asymptomatic  or  previously  untreated.  An  addi- 
tional 25%  were  given  preventive  treatment,  reflect- 
ing an  overall  total  of  55%  of  examined  contacts 
receiving  treatment. 

Physicians,  in  general,  throughout  Maine  have 
become  more  aware  of  the  venereal  disease  situa- 
tion in  their  communities  and  have  consequently 
participated  in  the  control  effort  through  better 
reporting  practices  and  requests  for  control  ser- 
vices. Unlike  infectious  syphilis,  gonorrhea  pre- 
sents an  entirely  different  disease  problem  to  apply 
standard  control  measures.  The  short  incubation 
period  and  the  large  number  of  reported  cases  of 
gonorrhea  makes  the  "face-to-face"  method  of  con- 
trol difficult  to  accomplish.  Geography  and  limited 
manpower  and  resources  in  Maine  make  it  virtually 
impossible  to  reach  an  adequate  number  of  the  in- 
fected population  whereby  an  interruption  in  the 
spread  of  disease  can  be  expected.  However,  if 
epidemiological  interceptors  are  applied  to  enough 
cases,  the  random  spread  of  gonorrhea  could 
be  interrupted  and  eventually  stabilized.  The  sit- 
uation requires  an  alternate  and  perhaps  a more  ef- 
fective approach  to  casefinding. 

To  further  advance  this  renewed  spirit  of  coop- 
eration, physicians  located  in  high-incidence  areas 
of  the  State  will  be  asked  to  participate  in  a new 
approach  to  the  epidemiological  control  of  gonor- 
rhea. The  chief  features  of  this  new  approach  to 
casefinding  include  the  following: 

1.  Responsibility  of  contact  referral  is  shared 


equally  by  the  treating  physician  and  his  patient. 

2.  Distribution  of  a patient  motivational  kit 
which  will  contain  a brief  description  of  the  symp- 
toms and  effects  of  gonorrhea.  The  kit  will  con- 
tain two  referral  packets  to  be  given  to  the  last  two 
sex  contacts  of  the  infected  patient.  The  physi- 
cian will  be  asked  to  give  the  patient  a few  brief 
statements  about  the  infection  and  instruct  the 
patient  to  give  these  kits  to  his  contacts. 

3.  Serve  to  diminish  some  of  the  traditional  ap- 
prehensions both  physicians  and  venereal  disease 
patients  have  expressed  regarding  "confiden- 
tiality" and  the  need  to  report  to  the  public  health 
authority. 

4.  Extend  to  the  physician  a "positive"  option 
whereby  he  can  utilize  the  control  services  of 
public  health  when  he  feels  the  situation  may  re- 
quire it  (e.g.  patient  doesn't  want  to  approach  his 
contacts,  geographical  problems,  etc.) 

The  objective  of  this  physician  orientated  case- 
finding activity  will  be  to  place  the  responsibility  of 
contact  referral  on  the  infected  patient.  Initially,  a 
select  number  of  physicians  will  be  asked  to  partici- 
pate in  the  endeavor  in  order  to  initially  measure  its 
impact  as  a productive  casefinding  method. 

Since  75%  of  all  cases  of  gonorrhea  are  reported 
by  private  physicians  in  Maine,  any  degree  of  con- 
trol hinges  on  a mutual  and  cooperative  effort  by  the 
public  and  private  sector.  It  is  to  that  end,  the 
Bureau  of  Health  will  direct  its  venereal  disease 
control  resources. 
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Credit  for  the  success  of  this  program  should  be 
given  to  the  tireless  efforts  of  the  volunteer  Hosts 
and  Hostesses,  the  Program  and  Project  Commit- 
tee. the  Rhythm  Band,  the  Community  Health  As- 
sociation staff  under  the  leadership  of  Marolyn 
Roberts,  R.N.,  Director  of  Nursing,  the  officers 
and  directors  of  the  Sanford-Springvale  Y.M.C.A. 
and  its  staff.  In  closing,  may  I again  single  out 
Thomas  Milligan,  Executive  Director  of  the 
Y.M.C.A.,  for  his  tireless  efforts  in  this  endeavor. 


He  has  been  an  inspiration  and  a bulwark  of  sup- 
port. I also  must  mention  the  generosity  of  Mr.  and 
Mrs.  Emile  Levasseur.  who  through  their  help  made 
the  Trafton  Senior  Citizen  Center,  in  memory  of 
Charles  A.  Trafton,  a reality.  May  I add  this  dic- 
tum, "If  you  live  a life  of  usefulness  trying  always 
to  help  others,  you  need  not  seek  happiness  ...  it 
will  come  with  each  rising  sun.”  This  certainly  per- 
tains to  all  the  participants  in  this  endeavor. 
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News,  Notes  and  Announcements 


Summer  Programs  at  Colby  College,  1975 

The  30th  Annual  Lancaster  Course  in  Ophthalmology 
June  14  to  August  22 
7th  Seminar  in  Nuclear  Medicine 
August  18  to  22 

2nd  Seminar  in  Pulmonary  Disease 
August  24  to  28 

2nd  Seminar  in  Forensic  Medicine 
August  24  to  27 


A Screening  Program  for  Senior  Citizens  in  Sanford 

For  many  years  1 have  been  interested  in  the  elderly.  For  many 
years  I have  tried  to  get  funds  to  carry  on  a screening  program  for 
the  Senior  Citizens  (age  65  and  over)  in  Sanford.  This  was  to  no 
avail  for  I was  always  told  there  were  no  funds  available  for  this 
despite  the  number  of  organizations  who  state  they  are  interested 
in  the  welfare  of  this  group. 

However,  through  continued  efforts  of  myself,  Thomas  Mil- 
ligan, Executive  Director  of  the  Sanford-Springvale  YMCA  and 
the  Trafton  Senior  Citizen  Center,  and  Mrs.  Marolyn  Roberts, 
Director  of  Nurses  of  the  Sanford-Springvale  Community 
Health  Association,  this  program  became  a realization  on  De- 
cember 7,  1974.  The  facilities  of  the  Trafton  Senior  Citizens 
Center  were  utilized.  Two  rooms  were  set  up  so  simultaneous 
exams  could  be  carried  on  by  two  physicians.  Each  of  us  was 
assisted  by  a nurse. 


Now  to  turn  to  the  format  of  this  program.  A history  form  was 
given  to  each  participant  to  complete.  It  included  name,  birth 
date,  and  name  of  personal  physician.  It  also  had  a series  of 
questions  including  symptoms,  hospitalizations,  previous  ill- 
nesses, and  surgery.  It  was  very  comprehensive  and  easy  to 
complete.  This  was  to  be  completed  prior  to  the  date  of  the 
examination. 

Each  patient  had  weight,  height,  temperature,  blood  pressure 
and  pulse  taken.  In  addition  their  hemoglobin  and  urine  were 
checked.  I examined  the  head,  ears,  eyes,  nose,  mouth,  throat, 
chest,  lungs,  heart,  bones  and  joints,  skin,  glands,  extremities 
and  also  did  a neurological  exam.  My  associate  examined  the 
breasts,  abdomen,  and  did  vaginal,  rectal  and  pap  smear  on  the 
women.  On  the  males,  he  examined  the  abdomen,  did  a rectal, 
checked  for  hernias,  and  their  genitalia. 

I should  mention  at  this  time  that  each  nurse  brought  to  our 
attention  at  the  time  of  each  exam,  pertinent  information  indi- 
cated on  the  form  completed  prior  to  this  examination.  She  also 
informed  us  of  any  problem  with  the  vital  signs,  hemoglobin  and 
urinalysis. 

We  have  had  three  clinics  thus  far.  1 am  truly  amazed  at  the 
amount  of  pathology  discovered.  It  is  my  feeling  that  there  is  a 
great  need  for  preventive  medicine. 

1 certainly  was  pleased  to  be  a part  of  this  program  and  it 
appears  to  be  of  interest  and  importance  to  present  it  to  you. 
Melvin  Bacon,  M.D. 

Fellow  of  American  Geriatric  Society 
Sanford,  Maine  04073 
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County  Society  Notes 


York 

The  March  meeting  of  the  York  County  Medical  Society  was 
heldat  the  Goodall  Hospital,  Sanford.  Maine  on  March  12,  1975. 

The  format  of  the  meeting  consisted  of  a Social  Hour  from  f>:30 
p.m.  to  7:30  p.m.,  Dinner  at  7:30  p.m.  with  the  speaker  and 
business  meeting  following. 

The  meeting  was  presided  over  by  Dr.  Carl  E.  Richards, 
Sanford,  President  of  the  Society. 

The  featured  speaker  of  the  evening  was  Martin  F.  Ulan, 
Administrator,  York  Hospital,  York,  Maine.  His  subject  was 
“Federal  and  State  Legislation  Concerning  Physicians  and  Hos- 
pitals to  Include  PSRO.  Newer  Developments,  Status  of  South- 
ern Maine  Comprehensive  Health  Association.” 

The  talk  was  most  informative  and  a lively  discussion  fol- 
lowed. The  minutes  of  the  previous  meeting  were  dispensed 
with. 

Mr.  Peter  Booth,  the  new  administrator  of  the  Goodall  Hospi- 
tal. was  introduced.  James  H.  Swarr.  M.D.,  A.P.L.,  Ophthal- 
mologist. was  unanimously  voted  into  membership  in  the  Soci- 
ety. 

The  following  resolution:  "Whereas  physicians  often  find  it 
difficult  to  keep  themselves  informed  about  legislative  matters: 
Therefore,  be  it  resolved  that  the  Maine  Medical  Association 
issue  a legislative  newsletter  at  appropriate  intervals  to  keep  its 
members  informed  of  State  or  Federal  legislation  that  may  affect 
the  practice  of  medicine  in  this  State,"  was  presented  by  Dr. 
Leopold  A.  Viger,  to  be  presented  to  the  next  House  of  Dele- 
gates and  was  so  voted. 

The  following  announcements  were  made: 

The  House  of  Delegates  meeting  is  to  be  held  at  2:00  p.m., 
Saturday,  April  12,  1975  at  the  Thayer  Hospital.  Waterville, 
Maine.  Dinner  at  1 :00  p.m.  will  precede  the  business  meeting. 

The  next  meeting  of  the  York  County  Medical  Society  will  be 
held  Wednesday,  May  14,  1975  at  the  Webber  Hospital,  Bid- 
deford,  Maine  with  the  usual  format. 

There  were  30  physicians  and  3 guests  present.  The  meeting 
was  then  adjourned  by  the  President. 

All  in  all,  a most  enjoyable  meeting  was  had  by  all. 

Melvin  Bacon.  M.D.,  Secretary 


Lincoin-Sagadahoc 

The  regular  monthly  meeting  of  the  Lincoin-Sagadahoc 
County  Medical  Society  was  held  at  The  Ledges  Inn.  Wiscasset, 
on  Tuesday  evening.  April  15,  1975.  There  were  twenty-nine 
members  and  guests  present. 

The  meeting  was  called  to  order  at  8:35  p.m.  by  the  President. 
Dr.  Ralph  C.  Powell.  The  March  minutes  were  approved  as  read 
by  the  Secretary.  The  Secretary  then  read  the  application  for 
active  membership  of  Dr.  Gerry  S.  Hayes,  whose  application 
was  approved  and  recommended  by  the  Board  of  Censors;  the 
membership  voted  to  accept  the  application. 

Dr.  Powell  announced  that  Medical  Care  Development,  Inc. 
is  desirous  of  having  this  County  Medical  Society  appoint  a 
committee  on  screening  forhypertension.  There  were  no  takers. 

Dr.  Robert  S.  Galen  made  a plea  that  non-members  of  the 
A.M.A.  not  throw  away  pamphlets  which  extoll  the  benefits  of 
membership  in  the  American  Medical  Association.  He  described 
a few  of  these  benefits,  and  Dr.  Richard  C.  Leek  undergirded  Dr. 
Galen's  support. 

Dr.  Carl  R.  Griffin,  Jr.  described  broadly  a new  code  of  laws 
dealing  with  professional  liability  which  has  been  instituted  in  the 
State  of  Indiana.  Discussion  followed,  which  terrified  the  mem- 
bers. 

Dr.  Leek  reported  on  the  meetings  of  the  Executive  Commit- 
tee and  House  of  Delegates  of  the  Maine  Medical  Association  on 
the  11th  and  12th  of  April.  Several  members  discussed  the  role  of 
the  Medical  Association. 


Dr  Robert  H Dixon  introduced  Dr.  Geoffrey  A.  Stroud,  who 
spoke  on  the  National  Health  Service  in  Britain. 

The  meeting  was  adjourned  at  10:20  p.m. 

George  W Bostwick,  M.D.,  Secre tary 


Penobscot 

The  monthly  meeting  of  the  Penobscot  County  Medical  Soci- 
ety was  held  on  April  15,  1975  at  Sing’s  Restaurant  in  Bangor, 
Maine. 

The  minutes  of  the  March  1975  meeting  were  read  and  ap- 
proved. 

The  meeting  was  opened  by  the  President,  Dr.  David  M. 
Sensenig.  Dr.  Sensenig  introduced  the  guests  for  the  evening 
who  included  Drs.  Maynard  Beech  and  Dewey  Richards. 

Communications  received  by  the  Society  included  a letter 
from  Sen-Cit  requesting  the  approval  and  endorsement  of  the 
County  Medical  Society  for  the  purpose  of  "Health  Screening 
1975."  Dr.  John  S.  Houlihan  made  a motion,  and  it  was  seconded 
and  passed,  to  postpone  any  endorsement  of  this  issue  until 
further  information  can  be  obtained  from  the  Eastern  Task  Force 
on  Aging,  the  parent  organization  of  Sen-Cit. 

It  was  noted  that  a questionnaire  is  being  sent  to  all  primary 
care  providers  by  the  Northeast  Health  Planning  Council  in  an 
attempt  to  ascertain  what  is  available  in  the  area  of  primary  care 
and  how  it  presently  is  delivered.  Dr.  Thomas  L.  Watt,  a “B" 
agency  member,  spoke  to  the  question  and  encouraged  comple- 
tion of  this  questionnaire. 

Under  old  business,  the  Blue  Shield  80  Percent  UCR  Contract 
was  again  discussed.  This  discussion  was  at  the  direction  of  the 
membership  as  voted  at  the  February  1975  meeting  of  this  Soci- 
ety. Discussion  then  followed.  All  members  who  spoke  to  the 
question  were  opposed  to  the  80  Percent  Contract,  and  more 
particularly,  on  the  basis  upon  which  it  is  founded  and  the  possi- 
ble indications  and  ramifications  which  it  includes.  Dr.  Dexter  J. 
Clough,  2nd  made  a motion,  and  it  was  seconded  and  passed,  that 
we  approve  the  80  Percent  UCR  Contract  only  if  the  service 
benefit  portion  is  deleted  from  that  particular  contract.  Dr. 
Richard  A.  Gaillard  made  a motion,  and  it  was  seconded  and 
defeated,  the  Blue  Shield  be  asked  to  reconsider  the  service 
benefit  provision  of  all  the  Blue  Shield  contracts. 

Under  new  business,  a report  of  the  Interim  Meeting  of  the 
House  of  Delegates  of  the  Maine  Medical  Association,  held  in 
April  1975  at  Waterville,  Maine  was  given  by  Dr.  John  A.  Wood- 
cock. He  noted  that  one  of  the  highlights  of  the  meeting  was  the 
presentation  by  Dr.  John  B.  Madigan,  President  of  the  Maine 
Medical  Association,  who  suggested  that  the  Maine  Medical 
Association  consider  unionization.  He  reported  that  a budget 
deficit  would  exist  at  the  end  of  the  fiscal  year  and  that  an  increase 
in  the  dues  would  be  forthcoming.  Public  Law  93-641,  the  law 
which  incorporates  the  Health  Systems  Agency  was  also  discus- 
sed at  that  meeting.  It  was  voted  by  the  House  of  Delegates  to 
recommend  to  the  Governor  that  one  agency  be  designated  for 
the  State  of  Maine. 

Dr.  Edward  C.  Porter  requested  information  in  regard  to  any 
action  which  the  Maine  Medical  Association  is  presently  taking 
in  the  area  of  malpractice  insurance.  This  became  particularly 
pertinent  since  the  American  Medical  Association  in  a recent 
communication  has  suggested  that  the  State  Association  direct 
their  attention  to  this  problem  as  a matter  of  priority. 

As  there  was  no  further  business,  the  meeting  was  adjourned. 

Philip  G.  Hl  nter,  M.D.,  Secretary 


Kennebec 

A meeting  of  the  Kennebec  County  Medical  Association  was 
held  on  April  17,  1975  at  the  Augusta  Civic  Center.  Dinner  was 
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served  to  42  members  and  guests,  and  following  dinner,  the 
meeting  was  called  to  order  at  8:04  p.m.  by  Dr.  James  C.  Hayes, 
Vice  President,  in  the  absence  of  Dr.  Hiebel. 

The  minutes  of  the  March  meeting  were  read  and  accepted  as 
read. 

Old  Business:  The  Council,  having  approved  the  application 
of  Dr.  Walter  Schuyler  for  membership,  the  Association  voted  to 
accept  him  in  fellowship. 

Correspondence  and  Announcements:  A letter  from  the 
Woman’s  Auxiliary  requesting  funds  for  their  scholarship  pro- 
gram was  read.  This  matter  will  be  referred  to  the  Council.  A 
letter  received  by  Dr.  Teodoro  Dela  Cruz  from  Mr.  Hogerty,  the 
Insurance  Commissioner  was  read. 

New  Business:  A letter  from  Dr.  Robert  W.  Wilson  of  Jeffer- 
son requesting  affiliate  membership  was  read  and  the  Associa- 
tion voted  to  accept  his  application  for  affiliate  membership. 

Dr.  Hayes  then  introduced  the  speaker  of  the  evening.  Dr. 
Daniel  Hanley,  Executive  Director  of  the  Maine  Medical  As- 
sociation, who  spoke  informally  to  the  members  of  the  Associa- 
tion on  two  subjects;  the  current  malpractice  insurance  crisis  and 
the  role  of  organized  medicine  vis-a-vis  the  legislative  process. 
The  presentation  by  Dr.  Hanley  was  most  informative,  and  the 
members  of  the  Association  joined  in  the  discussion  with  vigor. 
It  is  apparent  that  members  of  the  medical  profession  must  begin 
to  work  together  more  effectively  than  they  have  in  the  past  in 
view  of  the  many  economic  changes  that  are  occurring  and  pres- 
sures that  will  be  brought  to  bear  on  the  health  care  field  in  the 
next  few  years. 

Meeting  was  adjourned  at  9:30  p.m. 

O.  Thomas  Feagin.  M. D.,  Secretary 


Somerset 

A meeting  of  the  Somerset  County  Medical  Society  was  held 
at  the  Candlelight  Restaurant  on  April  22,  1975. 

Minutes  of  the  previous  meeting  were  read  and  approved. 

The  President,  Dr.  Robert  W.  Kaschub  chaired  the  meeting. 
He  read  and  commented  on  a letter  he  had  received  from  the 
Kennebec  Planning  Council  pertaining  to  prenatal  care.  Perti- 
nent to  the  letter  was  the  question  as  to  whether  the  County 
Medical  Profession  could  supply  the  services  for  patients  in  the 
area.  There  was  considerable  discussion  in  this  regard.  Dis- 
cussed on  this  issue  was  patient  flow  from  the  area  and  the  fact 
that  patients  were  walking  into  the  hospital  to  be  delivered,  never 


having  had  any  adequate  medical  prenatal  care.  Several  motions 
were  entertained. 

The  first  motion  by  Dr.  John  P.  Dow  was  to  tell  the  Kennebec 
Planning  Council  to  mind  their  business.  The  Society  expressed 
the  feeling  that  they  were  not  interested  in  any  further  govern- 
ment interference  in  planning.  The  motion  failed  to  be  seconded. 
Following  further  discussion,  a motion  was  made  by  Dr.  Carlton 
E.  Swett  that  the  Kennebec  Planning  Council  be  informed  by  the 
Somerset  County  Medical  Society  that  we  know  this  problem 
exists,  that  we  know  the  needs  and  we  will  take  care  of  the 
medical  problem  in  this  regard  and  we  do  not  feel  that  we  want 
any  more  government  money  applied  in  this  direction.  It  was 
seconded  by  Dr.  Vincente  L.  Sy  and  carried. 

Dr.  Harland  G.  Turner,  the  delegate  at  the  April  session  of  the 
House  of  Delegates  meeting  which  was  held  in  Waterville,  re- 
ported that  a number  of  issues  were  discussed:  pertinent  issues, 
Medical  School  in  Maine,  Ophthalmological  Drugs  and  the  way 
that  the  State  was  to  be  divided  under  the  Federal  Law  recently 
passed  in  February.  There  was  considerable  discussion  regard- 
ing Federal  Legislation.  It  was  suggested  that  the  Executive 
Secretary  be  approached  in  regard  to  having  pages  inserted  in  the 
Maine  Medical  Journal  to  cover  pertinent  legislation,  either  na- 
tional or  State  level,  and  these  pages  be  inserted  immediately 
prior  to  publication  of  the  magazine  so  that  the  information  would 
be  current.  It  was  suggested  that  a colored  page  such  as  yellow  be 
used  to  delineate  this  section.  It  was  also  suggested  that  a form  be 
made  available  in  this  section,  brief,  so  that  the  doctors  may 
immediately  relay  their  feelings  to  the  Executive  Secretary  in 
regards  to  this  pertinent  legislation.  It  was  felt  that  as  a result  of 
this,  there  would  be  much  closer  contact  with  the  Executive 
Secretary  in  the  future  when  quick  decisions  might  be  necessary. 
The  Executive  Secretary  of  the  Maine  Medical  Association 
would  have  a more  forceful  working  relationship  with  the  mem- 
bers. 

Following  this  portion  of  the  meeting,  members  and  their 
wives  had  dinner.  Mr.  Richard  Sterns,  Local  Attorney,  was  a 
speaker.  He  discussed  malpractice  in  the  State  of  Maine  begin- 
ning back  in  the  1840's.  He  discussed  this  in  a most  detailed 
manner,  stating  the  directives  that  were  typical  in  a particular 
era.  He  compared  the  malpractices  in  the  past  with  what  we  were 
experiencing  in  the  present  day  and  might  anticipate  in  the  near 
future.  This  was  a lengthy  meeting  which  began  at  5:30  p.m.  and 
ended  at  about  1 1 :00  p.m. 

John  H.  Steeves,  M.D.,  Secretary 
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Stressing  such  standards  in  our  daily  lives,  it  fol- 
lows, we  must  always  cooperate  with  one  another 
in  determining  and  delivering  the  best  procedures 
for  diagnosis  and  treatment  because,  as  1 have  said, 
no  man  can  have  total  knowledge  of  all  problems. 
Each  suffering  human  is  a very  individual  problem 
because  psychomatic  aspects  present  in  all  illness 
must  alter  disease  patterns  from  patient  to  patient. 

Ever  mindful  of  these  many  philosophical  truths- 
and  ever  seeking  to  improve  our  knowledge  and 
capacities  for  providing  health  care,  the  denouement 
can  be  nothing  else  but  the  elevation  of  the  status  of 
the  medical  profession  once  again  to  its  respected 
pedestal. 

In  this  day  and  age,  such  attempts  at  revitaliza- 


tion must  include  concerted  political  efforts  with  a 
united  front  to  propose  and  implement  our  own  pro- 
grams of  social  and  medical  betterment  which  are 
not  geared  primarily  to  cost  controls  but  rather  to 
maintaining  the  health  of  the  country  with  the  very 
best  techniques  of  diagnosis  and  therapy. 

I am  sure  that  tremendous  respect  and  admiration 
for  physicians  still  lie  dormant  in  the  attitudes  of  the 
average  American  and  can  be  brought  to  the  surface 
by  rededication  of  our  profession  to  its  ideals. 
Therefore,  in  these  troubled  times  let  us  take  cour- 
age, redefine  and  unite  our  efforts,  and  surely  in  the 
end  our  goals  of  maintaining  and  improving  the  best 
health  care  system  in  the  world  will  be  achieved. 
Houlton.  Maine  04730 
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Physician  Assistant  in  Primary  Care 

A.  Dewey  Richards,  M.D. 


There  has  been  considerable  discussion  concern- 
ing Physician's  Assistants,  their  value  to  a 
primary-care  Physician,  their  effectiveness  and  use- 
fulness. There  has  also  been  some  apprehension  on 
the  parts  of  many  physicians  concerned  with  quality 
of  care.  Some  Physicians  have  even  expressed  fear 
that  we  are  producing  "half-trained  doctors"  who 
are  likely  to  "strike  off  on  their  own."  Some  Physi- 
cians feel  that  these  men  and  women  will  not  be 
satisfied  as  assistants  and  will  attempt  to  assume  the 
role  of  primary  Physician  themselves.  There  are 
also  questions  as  to  how  they  should  be  paid  and 
how  much  they  should  be  paid.  These  and  many 
other  questions  and  problems  have  been  studied 
extensively  by  those  training  Physician's  Assis- 
tants. The  purpose  of  this  paper  is  to  address  some 
of  these  questions  and  attempt  to  put  the  assistant  to 
the  primary  Physician  in  focus. 

For  the  purpose  of  this  discussion.  Physician's 
Assistants  shall  mean  the  graduate  of  an  approved 
program  for  training  assistants  to  the  primary-care 
physician.  This  should  exclude  the  "girl  Friday." 
the  office  nurse,  the  medical  secretary,  and  the  med- 
ical assistants  who  have  traditionally  given  the 
Physician  a great  deal  of  support  in  his  practice. 
Although  there  have  been  reports  of  these  people 
dispensing  medicines  and  even  "covering  the  prac- 
tice w hile  the  doctor  is  out  of  tow  n."  these  uses  are 
rare.  The  nurse  practitioner,  insofar  as  she  assists 
the  Physician,  following  protocols  and  performing 
carefully  delineated  procedures  spelled  out  in  ad- 
vance. will  be  considered  as  a Physician's  Assis- 
tant. The  nurse  practitioner  who  is  "practicing  nurs- 
ing." making  "nursing  diagnoses  and  instituting 
nursing  treatment  and  care"  without  a Physician 
immediately  available  and  knowing  that  he  is  assum- 
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ing  responsibility  for  every  patient  seen,  will  not  be 
discussed  here. 

Who  are  these  Physician’s  Assistants  about 
whom  we  are  talking?  They  are  intelligent  young 
men  and  women  w ho  have  completed  one  of  several 
training  programs  designed  specifically  to  equip 
them  to  assist  a Physician.  Some  of  these  programs 
have  as  a prerequisite  several  years  of  prior  medical 
knowledge  and  experience  including  nursing,  mili- 
tary corpsmen  duty,  civilian  hospital  training  in 
such  areas  as  surgical  technician,  emergency  ward 
technician,  x-ray  or  laboratory  technician  and  other 
paramedical  training  making  them  conversant  and 
knowledgeable  about  many  medical  problems. 
These  people,  then,  undergo  at  least  one  year  of 
training,  primarily  in  physical  diagnosis  with  a con- 
siderable amount  of  additional  training  in  recogniz- 
ing common  diseases  and  following  logic  pathways 
w hich  direct  them  to  appropriate  treatment  of  the 
problem  or  referral  to  a Physician. 

Other  students  with  no  prior  medical  knowledge 
undergo  a minimal  of  two-years  training  in  programs 
such  as  the  one  at  Duke  University.  These  courses 
frequently  include  more  basic  sciences  and  general 
background.  It  is  interesting  that  on  the  National 
P.A.  examination,  there  is  little  difference  in  the 
scores  of  the  Physician's  Assistant  regardless  of 
which  pathway  they  took.  Almost  all  these  training 
programs  are  associated  with  medical  schools  or 
major  teaching  hospitals.  The  quality  of  the  pro- 
gram and  supervision  of  the  Physician's  Assistants 
in  their  training  phase  is  different  in  each  of  the 
programs  but  the  results  are  comparable. 

We  then  have  younger  men  and  women  who  have 
received  specific  and  careful  training  in  many  of  the 
areas  of  medical  care.  They  are  usually  very  compe- 
tent in  physical  diagnosis.  They  have  a good  under- 
standing of  most  of  the  common  illnesses  and  the 
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usual  treatments  for  these.  They  have  all  had  train- 
ing in  following  directions,  many  with  a good  deal  of 
training  in  the  use  of  algorithms  or  logic  pathways 
which  let  them  arrive  at  a conclusion,  either  to  insti- 
tute predetermined  treatment  if  all  of  the  criteria  are 
met,  or  to  refer  the  patient  to  a Physician  if  there  is 
anything  unusual  or  not  determined  in  the  particular 
case.  Their  training  universally  assumes  the  rela- 
tively immediate  availability  of  a Physician  for  con- 
sultation either  by  telephone,  radio,  or  in  person. 
Their  privileges  to  see  patients  in  almost  every  state 
is  dependent  upon  a license  to  practice  medicine 
held  by  their  employer  and  immediate  supervisor. 

With  the  above  restrictions,  what  is  the  function 
of  these  health  professionals?  Primarily  they  per- 
form some  of  the  multiple  repetitive  procedures 
which  a Physician  finds  necessary  in  his  practice. 
They  are  frequently  as  competent  as  their  supervis- 
ing Physician  in  removing  casts  and  reapplying 
casts.  Many  have  special  training  and  capabilities  in 
suturing  minor  lacerations,  removing  small  skin  le- 
sions, and  assisting  in  larger  surgical  procedures. 
Almost  all  of  them  have  training  in  the  usual  office 
laboratory  procedures  in  addition  to  taking  elec- 
trocardiograms, performing  pulmonary  function 
testing,  audiometry,  tonometry,  and  multiple  other 
measurements.  Many  have  had  experience  in  taking 
x-rays.  All  have  a capability  of  performing  complete 
physical  examinations  and  obtaining  meaningful 
complete  or  directed  histories. 

As  typical  of  the  use  of  Physician's  Assistants  in  a 
family  practice,  I would  like  to  describe  the  way  in 
which  the  two  Medexes  who  participate  in  patient 
care  in  the  Bridgton  Family  Medical  Center  under 
the  supervision  of  the  family  Physicians  in  that 
Group.  In  the  Office  they  do  preliminary  screening 
on  most  of  the  acutely  ill  patients  with  simple  prob- 
lems such  as  otitis  media,  pharyngitis,  minor 
trauma,  upper  respiratory  infections  and  similar 
acute  minor  illnesses.  Their  workup  is  complete  for 
these  problems.  In  our  Office,  the  patient  is  always 
seen  by  a Physician  briefly,  partly  for  purposes  of 
precepting  the  work  of  the  Physicians  Assistant  but 
more  important  to  keep  abreast  of  the  patients  and 
their  problems.  It  is  at  this  time  that  occasional 
additional  problems  of  a psychosocial  nature  are 
also  brought  out. 

In  the  Office,  almost  all  x-rays,  electrocardio- 
grams, and  pulmonary  function  tests  are  done  by  the 
Medexes.  Much  of  the  suturing  and  most  of  the  cast 
removal  and  application  is  done  by  the  Medexes. 
Physical  examinations,  especially  those  on  well 
persons  such  as  insurance  physicals,  executive 
physicals,  camp  physicals,  and  well-child  physicals 
are  ideally  suited  to  the  talents  and  capabilities  of  a 
Physician’s  Assistant.  The  list  of  abnormalities 
noted  can  easily  be  checked  by  a Physician  with 
appropriate  further  studies  or  treatment  ordered.  In 


our  practice,  every  hospitalized  patient  also  has  a 
comprehensive  history  and  physical  done  by  a 
Physician's  Assistant.  This  is  dictated  in  detail  and 
satisfied  all  the  requirements  for  recording  a de- 
tailed history  and  physical.  All  of  the  abnormalities 
and  all  of  the  findings  pertinent  to  the  patient's  ad- 
mission are  also  gone  over  by  the  admitting  Physi- 
cian. The  complete  problem  list  is  then  entered  on 
the  chart  with  a great  deal  of  assurance  that  the  dual 
workup  is  certainly  far  above  average  in  thorough- 
ness and  reliability. 

A Physician's  Assistant  can  be  of  great  value  in 
treating  patients  with  stable  chronic  illness.  Patients 
with  such  problems  as  hypertension,  obesity,  dia- 
betes, arteriosclerotic  heart  disease,  peripheral 
vascular  insufficiency,  and  multiple  other  problems 
which  need  to  be  evaluated  on  a regular  basis  can  be 
dealt  with  very  well  by  a Physician's  Assistant. 
Originally,  the  Physician  can  program  the  needed 
care.  The  limits  and  expectations  can  be  spelled  out 
in  advance.  Deviations  from  these  can  be  deter- 
mined and  brought  to  the  Physician's  attention  for 
alteration  of  therapy  or  further  study. 

Following  these  patients  in  the  Office  is  relatively 
simple  for  the  Physician  but  following  such  patients 
at  home  or  in  nursing  homes  requires  a great  deal  of 
travel  time.  It  is  in  these  locations  that  the 
Physician's  Assistant  can  function  to  the  greatest 
advantage.  It  is  no  longer  time-consuming  and 
wasteful  for  a Physician  to  schedule  house  calls  on 
his  chronically  ill  patients.  The  Medexes  see  these 
patients  on  a regular  scheduled  basis  as  often  as 
their  illness  dictates.  The  changes  in  status  can  be 
dealt  with  by  the  Physician  as  the  Physician's  Assis- 
tant calls  from  each  patient's  home  to  inform  the 
Physician  of  the  patient's  condition  and  findings  and 
ask  for  any  change  in  medication  or  treatment. 

The  patients  in  nursing  homes  and  boarding 
homes,  in  addition  to  those  patients  in  their  own 
homes,  or  the  homes  of  their  family,  appreciate  very 
much  the  immediate  availability  of  medical  care  on 
request  in  addition  to  the  availability  of  regularly- 
scheduled  visits.  The  Physician's  Assistants  also 
are  well  qualified  and  very  useful  in  dealing  with 
patients  convalescing  from  an  illness  which  has  re- 
quired hospitalization.  Patients  with  myocardial  in- 
farctions discharged  from  the  Hospital  should  cer- 
tainly be  seen  at  home  within  a couple  of  days  from 
their  discharge.  Many  other  patients  will  require 
home  visits  before  they  are  well  enough  to  come  to 
the  Office.  In  the  past,  many  of  these  needs  were 
simply  ignored  because  of  the  pressure  of  time  and 
practice.  With  Physician's  Assistants  available, 
much  improved  medical  care  can  be  delivered  on  a 
routine  basis. 

In  our  practice,  we  use  the  Medexes  very  little  in 
obstetrics  and  gynecology.  Pelvics  are  done  by  the 
Physician  only.  The  necessity  of  a repeat  should  the 


222 


llll  JOI'RNAI  OE  THE  MAINE  MEDICAL  ASSOCIATION 


Medex  find  abnormalities,  in  addition  to  other  con- 
siderations, has  led  us  to  exclude  this  from  the 
Medexes  at  this  time.  We  also  found  that  routine 
obstetrical  checks  can  be  done  as  rapidly  by  the 
Physician  without  the  Physician’s  Assistant.  Al- 
though our  Medexes  do  have  some  experience  in 
counseling  in  obesity  and  diabetes,  most  counseling 
is  done  by  other  paraprofessionals  in  our  Office  or 
by  Physicians. 

Patient  acceptance  of  Physician’s  Assistants  has 
been  almost  uniformly  excellent.  They  appreciate 
the  additional  care  which  they  receive.  The  avail- 
ability of  services  has  increased.  The  patient  no 
longer  fears  bothering  the  Physician  with  minor 
problems.  They  enjoy  the  immediate  availability  of 
house  calls  and  emergency  services.  The  team  ap- 
proach to  medical  care  of  which  our  Medexes  are  a 
part,  offers  many  advantages  to  most  of  the  patients 
and  they  readily  recognize  and  appreciate  this. 

Our  Medexes  have  extensive  experience  in  acute 
trauma.  They  are  equipped  with  an  emergency  kit 
including  intravenous  fluids  and  most  of  the  com- 
mon emergency  drugs.  They  can  respond  to  calls  as 
the  paramedics  in  "Emergency”  with  radio  contact 
w ith  the  Office  and  Hospital.  Usually  on  such  a call, 
a Physician  would  accompany  them,  but  they  do  a 
very  creditable  job  in  emergency  care  w ith  radio  or 
telephone  instructions  from  a Physician. 

Physician's  Assistants  such  as  the  Medex  and 
other  similarly-trained  and  utilized  paraprofession- 
als can  be  a significant  factor  in  improving  patient 
care.  Almost  universally,  the  Physicians  who  have 
utilized  these  paraprofessionals  have  felt  that  the 
quality  of  care  increased.  The  quantity  of  care  given 
each  patient  also  increases.  With  time,  a 
Physician's  usefulness  can  be  extended  in  a com- 
munity with  some  increase  in  quantity  of  patients 
treated  and  a definite  increase  in  quality  of  care 
rendered. 

Studies  of  patient  acceptance  of  the  Physician 
Assistant  have  been  done.  The  studies  done  in  my 
practice  show  that  which  is  obvious  to  those  who 
work  with  Physician's  Assistants,  that  almost  all 
patients  appreciate  the  increased  services  and 
thoroughness  with  which  their  problems  are  dealt. 
Although  we  have  been  carefully  tuned  to  any  pos- 
sible complaints  by  our  patients,  almost  all  the  feed- 
back has  been  positive. 

Physician's  Assistants  satisfaction  with  their 
roles  has  also  been  studied.  The  careful  selection  of 
the  candidates  for  Physician's  Assistants  in  the 
Dartmouth  Medex  New  England  program  has  re- 
sulted in  all  of  their  graduates  with  whom  I have 
come  in  contact  being  extremely  well  satisfied  with 
their  position  and  station  in  life.  They  enjoy  the 
patient  care  and  the  appreciation  expressed  by  the 
patients  to  them.  They  get  many  of  the  emotional 
benefits  of  a primary-care  Physician  with  very  little 


of  the  responsibility.  They  are  generally  well  paid, 
at  about  the  level  of  a supervisor  of  nurses.  It  is  my 
feeling  that  a rare  individual  will  have  the  necessary 
resources,  energy,  and  desire  to  return  to  college, 
go  to  Medical  School,  and  become  a Physician.  This 
should  happen  with  about  the  same  frequency  that  it 
occurs  in  nursing  and  other  similar  professions. 

The  problem  of  adequate  supervision  is  important 
both  to  the  Physician’s  Assistant  and  their  precep- 
tors. A Physician’s  Assistant  who  is  properly 
trained  and  reasonably  knowledgeable,  would  not 
put  himself  in  a position  w here  he  does  not  have  the 
immediate  supervision  of  a Physician.  In  most 
states,  a Physician’s  Assistant  can  not  function  leg- 
ally without  a responsible  Physician.  The  Physician 
assuming  responsibility,  knowing  he  would  be  liable 
for  any  malpractice  by  the  Physician's  Assistant, 
must  insist  that  the  Physician  Assistant  perform 
within  the  carefully  prescribed  limitations.  Any 
Physician’s  Assistant  who  is  practicing  without 
adequate  supervision  is  practicing  medicine  without 
a license  for  which  there  are  strict  laws  and  penalties 
in  every  state.  Those  of  us  who  are  most  familiar 
with  the  usefulness  of  these  persons  would  also  be 
the  most  critical  of  anyone  practicing  independently 
and  thereby  endangering  livelihoods  of  all  those 
similarly  trained. 

In  all  those  practices  with  which  I am  aware, 
several  things  occur  which  were  not  predictable. 
Initially,  with  the  increased  service  to  the  same 
number  of  patients  for  the  same  amount  of  money, 
the  net  profit  falls  precipitously  upon  arrival  of  the 
Physician's  Assistant.  The  increased  patient  load 
w hich  results  after  a few  months,  eliminates  the  loss 
of  income,  and  most  Physicians  who  have  had  an 
assistant  more  than  two  years  find  their  income  as 
high  as  it  was  prior  to  having  a Physician’s  Assis- 
tant. A second  observation  which  also  was  not  pre- 
dicted is  the  increased  load  upon  the  Physician  who 
has  an  assistant.  Rather  than  giving  more  spare  time 
and  making  it  easier  for  him  to  leave  his  practice  for 
postgraduate  study  and  recreation,  he  finds  himself 
working  at  a more  cerebral  level  when  he  is  working 
with  increased  responsibility  for  an  ever-increasing 
number  of  patients.  Thse  negative  aspects  are  com- 
pensated for  by  the  improved  patient  care  which 
results  and  the  increased  availability  of  services  to 
the  patients  who  are  served  by  the  practice.  With 
only  one  exception,  the  Physicians  who  have  added 
a Physician  Assistant  to  their  practice  have  felt  the 
quality  of  patient  care  increased  immediately.  This, 
plus  the  stimulation  of  having  a questioning  para- 
professional  to  teach,  compensates  for  some  of  the 
immediate  losses  in  income  and  increased  responsi- 
bility. 

In  summary,  the  Physician's  Assistant  is  a very 
useful  adjunct  to  the  health-care  team.  In  a practice 

Continued  on  Page  239 
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Drug  Therapy  Reviews  Ru^vM“G^nS;MVDP^Mi.a^ 

Management  of  Thyrotoxicosis 

Ivor  M.  D.  Jackson,  M.D. 


Thyrotoxicosis  is  a syndrome  resulting  from  ex- 
cess circulating  thyroid  hormone.  The  syndrome  is 
most  commonly  associated  with  Graves'  disease,  a 
disorder  of  unknown  etiology  characterized  by 
some  combination  of  diffuse  goiter,  eye  changes, 
and  dermopathy.  Neonatal  Graves'  disease  de- 
scribes a thyrotoxic  state,  usually  self-limited,  oc- 
curring in  infants  born  to  mothers  with  Graves' 
disease.  This  rare  condition  is  thought  to  result  from 
transplacental  passage  of  Long  Acting  Thyroid 
Stimulator  (LATS),  or  a similar  immunoglobulin, 
which  stimulates  thyroid  hyperfunction  in  the  fetus. 1 

The  three  major  therapeutic  approaches  to 
Graves'  disease  are:  antithyroid  drugs,  radioactive 
iodine  ( 1 3 1 1 ),  and  thyroidectomy.  The  choice  of 
therapy  depends  upon  the  patient's  individual  needs 
and  the  physician’s  experience  and  training.  Fre- 
quently more  than  one  approach  could  be  consid- 
ered therapeutically  sound.  This  review  deals  pri- 
marily with  the  drug  management  of  Graves'  dis- 
ease, but  alternative  modes  of  therapy  and  other 
causes  of  thyroitoxicosis  will  be  mentioned  as  well. 

Drug  Treatment  of  Thyrotoxicosis* 
Antithyroid  Agents:  Thionamides 

The  two  most  important  antithyroid  drugs,  pro- 
pylthiouracil (PTU)  and  methimazole  (Tapazole®1), 
are  in  the  class  of  thionamide  compounds.  These 
agents  prevent  thyroid  hormone  synthesis  by  inhi- 
bition of  the  coupling  of  the  iodotyrosines;  they 
probably  also  inhibit  the  oxidation  and  organic  bind- 
ing of  thyroid  iodide.2  They  do  not  prevent  uptake 
of  iodide  by  the  thyroid  gland.  Peak  plasma  concen- 
trations of  methimazole  are  reached  within  one  hour 
of  an  oral  dose.  The  apparent  disappearance  half- 
time is  approximately  6 hours.3  The  half-time  of 
PTU  is  even  shorter.  Since  these  drugs  are  elimi- 
nated from  the  body  fairly  rapidly,  frequent  dosage 
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is  recommended  to  produce  adequate  therapeutic 
effects.  The  usual  initial  dose  of  PTU  is  100  to  150 
mg  every  8 hours,  or  10  to  15  mg  of  methimazole 
every  8 hours,  although  in  occasional  patients  once- 
daily  dosage  is  adequate.4  A normal  metabolic  state 
is  usually  reached  within  6 to  8 weeks.  Rarely, 
doses  as  high  as  1200  mg  per  day  are  needed  by  pa- 
tients with  large  goiters  and  severe  toxicity.  When 
large  daily  doses  are  administered,  it  may  be  bene- 
ficial to  reduce  the  dosage  interval  to  4 hours,  since 
drug  metabolism  may  be  accelerated  due  to  the  thy- 
rotoxicosis. Shorter  dosage  intervals  and  lower  unit 
doses  may  also  be  preferable  in  less  toxic  individu- 
als. A thyrotoxic  patient  taking  100  mg  of  PTU 
twice  a day,  for  example,  may  occasionally  be  ren- 
dered euthyroid  by  changing  the  dosage  regimen  to 
50  mg  every  6 hours. 

Although  higher  doses  will  produce  a euthyroid 
state  more  rapidly,  the  risk  of  drug  toxicity  is  in- 
creased. True  resistance  to  the  thionamides  prob- 
ably does  not  occur,  and  therapeutic  failures  are 
usually  attributable  to  patients  taking  their  medica- 
tion irregularly.  However,  patients  whose  thyroid 
glands  are  rich  in  iodine  (from  prior  ingestion,  or 
administration  during  diagnostic  radiological  pro- 
cedures) may  respond  to  treatment  relatively  slow- 
ly, since  thionamide  drugs  inhibit  the  synthesis, 
but  not  the  release,  of  thyroid  hormone. 

PTU,  but  not  methimazole,  also  has  an  extra- 
thyroidal  action  of  blocking  the  peripheral  conver- 
sion of  thyroxine  (T»)  to  triiodothyronine  (T?)-  This 
may  be  of  importance  in  the  overall  antithyroid 
effect  of  this  agent,5  particularly  in  thyrotoxic  cri- 
sis. 

Effect  of  Treatment.  The  thyroid  gland  will  de- 
crease in  size  and  vascularity  in  about  50%  of  pa- 
tients receiving  antithyroid  medication.  In  some, 
however,  the  morphology  of  the  gland  will  be  un- 
changed, and  in  a few  the  thyroid  increases  in  size. 
Enlargement  of  the  gland  usually  indicates  over- 
treatment and  is  corrected  by  a reduction  in  dosage. 
It  may  also  signal  exacerbation  of  the  underlying 
disease  which  necessitates  an  increase  in  dose. 
Clinical  findings  and  measurement  of  circulating 
thyroid  hormone  levels  usually  resolve  these  pos- 
sibilities. 

Thyrotoxic  patients  being  treated  with  anti- 
*See  Table  I 
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Table  I 


I>KI  (. 

s 1st  ii  To  Treat  Tin  rotoxk  osis a 

Drug  Category 

Mode  of  Action 

Initial  Dosage 

Specific  Indications 

Major  Hazards 

C orticosteroids  h 

Prednisone 

10  to  120  mg  orally 

every  6 hours 

? suppression  of  im- 

Ophthalmopathy; 

Complications  of 

munoglobulin  stim- 

Thyrotoxic  cri- 

steroid  therapy 

illation  of  the 
thyroid 

sis 

Hydrocortisone 

400  mg  per  day  IV  by 

infusion  or  in 
divided  doses 

Monovalent  A nions 

Potassium  per- 

Blocks  thyroid  trap- 

200  mg  every  6 hours 

No  longer  used  in 

Aplastic  anemia 

chlorate 

ping  of  iodide 

clinical  medicine 

Thionamides  c 

Propylthiouracil 

100  to  150  mg  orally 

(PTU) 

Blocks  ( 1 ) organifi- 

every  8 hours 

Maintenance  therapy  in 

See  Table  2 

cation  of  iodide 

thyrotoxicosis.  Use- 

and  (2)  coupling 

ful  for  thyrotoxic 

reaction 

crisis  in  higher  doses 

Methimazole 

15  mg  orally  every 

8 hours 

Iodine 

Potassium  iodide 

50  to  100  mg  ( 1 to 

(SSKI) 

Blocks  release  of 

2 drops)  orally 
every  8 hours 

Adjunctive  to  thiona- 

Skin  reactions;  in- 

thyroid  hormone  from 

mides  prior  to  thy- 

terference  with 

the  thyroid  (in  some 

roidectomy;  thyro- 

I3II  studies; 

glands  — see  text  — 

toxic  crisis  (higher 

"Jod-Basedow  effect" 

also  inhibits  organi- 
fication) 

doses  often  used) 

Sodium  iodide 

1 to  2 gm  per  day  by 
IV7  infusion 

Lithium 

Lithium  carbonate 

Blocks  release  of  thy- 

600  to  12(H)  mg  per  day 

Possible  alternative  to 

Numerous  hazards  as- 

roid  hormone  (cf. 

orally  in  divided 

thionamides  in  pa- 

sociated  with 

iodine) 

doses 

tients  who  are  aller- 

serum  concentra- 

gic 

tions  above  1.5 
mEq/liter 

A drenergie  A nt agonists 

Propranolol 

20  to  80  mg  orally  every 

Cardiac  failure; 

4 to  8 hours;  1 to  5 
mg  IV  every  4 hours 

bronchospasm 

Blocks  peripheral  ef- 

Symptomatic  therapy  of 

fects  of  thyroid 

thyrotoxicosis  and 

hormone  without  al- 
tering thyroid  func- 
tion test 

thyrotoxic  crisis 

Reserpine 

0.25  mg  orally  every  8 

Depression,  hypo- 

hours;  2.5  to  5 mg 

tension 

I M every  8 hours 

Guanethidine 

10  to  50  mg  orally  every 

Hypotension 

8 hours 

Sedative-Hypnotics 

Phenobarbital 

Increases  elimination 

30  to  60  mg  orally 

When  sedation  is  needed 

Excess  central  ner- 

of  thyroid  hormone 

3 times  a day 

vous  system  de- 

through  enhanced 

pression 

- 

biliary  excretion 



'The  drugs  are  categorized  in  relation  to  their  site  of  action  and  not  in  order  of  therapeutic  importance  (see  text). 
hCorticosteroids  also  lower  T3  levels  by  an  unknown  peripheral  action. 

L PTU  also  inhibits  the  peripheral  conversion  of  T-t  to  T3. 
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thyroid  drugs  should  be  monitored  routinely  for 
blood  concentrations  of  both  T4  and  T3.  T-i  concen- 
trations may  fall  into  the  normal  range  relatively 
quickly,  while  Ti  concentrations  remain  elevated 
and  thyrotoxic  symptoms  persist.  Normalization  of 
both  T-t  and  T3  levels  is  required.  This  phenomenon 
is  distinct  from  the  syndrome  of  “T3  thyro- 
toxicosis"6 in  which  the  untreated  gland  appears 
to  produce  normal  amounts  of  Tj  but  excess  quanti- 
ties of  T3. 

Once  a euthyroid  state  has  been  achieved,  the 
antithyroid  medication  can  be  reduced  initially  by 
about  one  third.  Then  every  three  to  four  weeks  the 
medication  can  be  reduced  gradually  to  mainte- 
nance dosage  ( 100  to  150mg/day  ofPTU  or  10  to  15 
mg/day  of  methimazole).  In  some  clinics  sodium 
levothyroxine  (Synthroid,  ® Letter®)  in  doses  of0.2 
mg/day  is  routinely  combined  with  antithyroid 
drugs.  The  antithyroid  medication  can  then  be  given 
with  less  careful  monitoring  and  in  larger  doses  with 
less  hazards  of  hypothyroidism.7  This  combination 
therapy  does  not  alter  the  progress  of  the  eye 
changes  of  Graves'  disease,  except  inasmuch  as  it 
prevents  hypothyroidism  which  may  severely 
exacerbate  the  ophthalmopathy  (see  below). 

Length  of  Treatment.  A typical  course  of  anti- 
thyroid therapy  lasts  one  to  two  years.  Antithyroid 
treatment  per  se  probably  does  not  alter  the  underly- 
ing disease,  but  rather  controls  the  disease  until 
spontaneous  remission  takes  place.  Remission  is 
more  likely  if  pituitary-thyroid  feedback  inhibition 
returns  to  normal,  and  if  the  gland  is  small  and 
diminishes  in  size  during  antithyroid  medication. 
The  thyroid  suppression  test  may  allow  prediction 
of  remission  or  relapse  following  cessation  of  drug 
treatment.6 

The  one-hour  oral  131 1 uptake,  which  is  not 
influenced  by  coadministration  of  thionamide 
drugs,'1  is  a potentially  useful  modification  of  the 
thyroid  suppression  test.  The  test  is  done  with  the 
patient  pretreated  for  7 to  10  days  with  thyroxine, 
0.2  mg/day.  If  the  one-hour  uptake  exceeds  10%, 
the  chance  of  relapse  on  stopping  the  antithyroid 
drugs  is  greater  than  95%.  An  uptake  between  4 and 
10%  has  a 73%  of  remission,  and  an  uptake  of  less 
than  4%  has  an  X7%  chance  of  remission. 

Antithyroid  medication  should  be  gradually 
withdrawn,  since  this  allows  relapse  to  be  detected 
before  the  antithyroid  effect  is  completely  lost. 1,1  If 
relapse  occurs  after  drug  withdrawal,  then  alternate 
forms  of  therapy  should  be  considered  (see  below), 
but  control  of  the  thyrotoxicosis  should  initially  be 
achieved  by  reintroduction  of  the  thionamide.  In 
one  series,  54%  of  176  patients  with  thyrotoxicosis 
had  a remission  lasting  6 to  20  years  following  a 
course  of  treatment. 1 1 

Adverse  Reactions.  Skin  rashes  occur  in  approx- 
imately 5%  of  patients  and  may  be  macular,  papular 


or  urticarial.  They  are  usually  pruritic  and  often 
develop  about  two  weeks  after  therapy  is  started. 
Sometimes  these  dermatologic  reactions  are  self- 
limited and  disappear  despite  continuation  of  the 
drug. 

The  most  serious  adverse  effect  is  agranu- 
locytosis; it  is  occasionally  associated  with  a poly- 
arteritis or  lupus-like  syndrome.12  Premonitory 
symptoms  of  agranulocytosis  include  fever  and  sore 
throat.  Should  such  an  illness  develop,  patients 
should  report  it  to  their  physician  and  be  advised  to 
stop  the  drug  immediately.  Regular  white  blood 
counts  are  rarely  helpful  in  anticipating  this  condi- 
tion. If  agranulocytosis  occurs,  the  drugs  should  be 
immediately  discontinued  and  steroid  therapy  in- 
itiated. Recovery  almost  invariably  occurs,  but  the 
same  drug  should  not  be  given  again.  Although  it 
has  been  suggested  that  an  alternative  drug  may 
then  be  given  a cautious  trial,11’  the  likelihood  of  the 
same  event  occurring  with  a different  thionamide  is 
about  50%.  It  is  probably  more  reasonable  to  initiate 
other  antithyroid  measures. 

The  polyarteritis-like  syndrome  of  arthralgias, 
skin  rashes  and  fever  usually  responds  satisfactorily 
to  discontinuation  of  the  offending  drug  and  to  ad- 
ministration of  steroids.  The  incidence  of  this  syn- 
drome can  be  very  high  when  large  doses  of 
thionamides  are  given.12  13 

Other  adverse  reactions  include  fever,  arthralgia, 
myalgia,  neuritis,  thrombocytopenia,  cholestatic 
hepatitis,  enlargement  of  lymph  nodes  and  salivary 
glands,  and  toxic  psychoses.  These  reactions  may 
reflect  an  occult  autoimmune  syndrome  and  suggest 
that  therapy  should  be  changed.1"  Other  symptoms 
such  as  hair  loss  and  altered  taste  sensation  occur, 
but  it  is  not  established  whether  these  are  due  to  the 
drug  or  to  the  underlying  disease.  Propylthiouracil, 
but  not  methimazole,  is  rarely  associated  with  pro- 
thrombin deficiency. 

I recommend  that  if  a minor  side  effect  occurs,  an 
alternative  thionamide  drug  should  be  given,  with 
consideration  of  other  forms  of  treatment  such  as 
radioiodine  (131I)  or  thyroidectomy.  The  adverse 
effects  of  PTU  and  methimazole  are  summarized  in 
Table  2. 

Other  Antithyroid  Drugs  With  Actions  Similar  to 
the  Thionamides 

These  drugs  include  the  aminoheterocyclic  group 
and  the  substituted  phenols.  Para-aminosalicylic 
acid  (PAS,  an  antituberculous  agent),  and  the  sul- 
fonylureas  (oral  hypoglycemic  agents)  are  amino- 
heterocyclic drugs.  Resorcinol,  a cutaneous  antisep- 
tic, and  salicylamide,  an  analgesic  drug,  are  substi- 
tuted phenols. 

Although  these  agents  are  not  potent  antithyroid 
agents  by  themselves,  they  may  potentiate  the  ef- 
fects of  PTU  or  methimazole.  They  are  not  used 
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Adverse  Erm  is  or  TmowMinr  Dki  os 


Adverse  Effect  Comment 


Skin  rashes 


Agranulocytosis 


Polyarteritis  or  lupus- 
like syndrome 


Myalgia,  arthralgia, 
hepatitis,  thrombocyto- 
penia 

H y po  pro  t h ro  m b i ne  m i a 
Dysgeusia:  alopecia 


Macular,  papular  or  urticarial,  pruri- 
tic: 5%  incidence  but  rises  with  larger 
doses 

Serious  side  effect:  usually  preceded 
by  fever  and  sore  throat:  dose-depen- 
dent: incidence  less  than  0.59£ 
Generalized  vasculitis  with  arthralgia, 
neuritis,  lymphadenopathy.  May  be 
associated  w ith  skin  rashes  and  granu- 
locytopenia: probably  dose-dependent 
May  be  part  of  a generalized  vasculitis 


Effect  of  propylthiouracil:  caution  if 
anticoagulant  also  being  given 
May  be  due  to  the  drug  or  the  under- 
ly  mg  disease 


specifically  as  antithyroid  drugs  in  thyrotoxicosis. 

Antithyroid  Drugs  That  Inhibit  Iodide  Trim  sport 

These  agents  are  monovalent  anions  which  in- 
hibit the  trapping  of  iodide  by  the  thyroid  gland. 
Drugs  in  this  group  (e.g..  potassium  perchlorate) 
are  no  longer  used  in  the  treatment  of  thyrotoxicosis 
because  of  their  severe  toxicity,  such  as  irreversible 
aplastic  anemia1 1 and  the  nephrotic  syndrome.  Un- 
like the  thionamides,  their  antithyroid  effect  can  be 
overcome  by  iodine  administration. 

Iodine 

Priorto  the  introduction ofthiouracil,2  iodine  was 
the  major  antithyroid  agent  available.  Its  principal 
therapeutic  effect  is  to  reduce  the  release  of  thyroid 
hormone  from  the  thyroid  gland.  In  untreated 
hyperthyroid  patients  given  150  mg  (3  drops)  of  a 
saturated  solution  of  potassium  iodide  (SSkl)  per 
day.  there  is  incomplete  and  unsustained  clinical 
improvement.15  However,  if  given  to  thyrotoxic  pa- 
tients previously  treated  with  131 1,  potassium  iodide 
(kl)  is  effective  in  controlling  thyrotoxicosis.  This 
is  probably  attributable  to  inhibition  of  organic 
iodine  formation.16 

The  antithyroid  effect  of  iodine  occurs  more 
rapidly  than  that  of  the  thionamides.  Thus  iodine  is 
valuable  in  the  treatment  of  thyrotoxic  crisis  (see 
below),  and  in  situations  in  which  an  intravenous 
antithyroid  agent  is  needed  since  no  parenteral 
preparation  of  the  thionamides  exists. 

Following  the  achievement  of  a euthyroid  state 
w ith  PTU  (or  methimazole).  kl  ( 150  to  300  mg/day) 
is  usually  given  along  with  the  thionamide  for  7 to  10 
days  prior  to  thyroidectomy.  This  decreases  the 
vascularity  of  the  thyroid  gland.  It  has  been  sug- 
gested that  stopping  the  thionamide  prior  to  surgery 
and  giving  iodine  alone  may  occasionally  precipitate 
thyrotoxicosis  ("Jod-Basedow  effect").  This  prob- 


ably occurs  only  when  thionamide  therapy  has  been 
inadequate. 

Iodine  therapy  has  disadvantages.  Since  it  com- 
petitively inhibits  thyroid  uptake  of  131 1,  it  prevents 
use  of  radioiodine  therapy  for  some  weeks.  Furth- 
ermore. if  iodine  is  given  alone,  stores  of  thyroid 
hormone  will  build  up  and  delay  the  antithyroid 
effects  of  subsequently  administered  thionamide. 
Iodine  may  precipitate  thyrotoxicosis  ("Jod- 
Basedow  effect")  if  given  to  a euthyroid  patient 
with  a goiter1 7 or  to  a patient  previously  treated  with 
a thionamide  for  thyrotoxicosis.18 

The  dose  of  iodine  as  iodide  needed  for  control  of 
thyrotoxicosis  is  approximately  6 mg/day.1'  Thus, 
doses  of  kl  in  the  range  of  3 to  6 drops  ( 150  to  300 
mg)  daily  are  quite  high  and  should  not  normally  be 
exceeded  except  in  thyrotoxic  crisis  (see  below). 
Toxic  reactions  to  iodine  occur,  especially  with 
large  doses.  They  include  skin  rashes,  drug  fever, 
sialadenitis,  conjunctivitis,  rhinitis,  conditions  re- 
sembling polyarteritis  such  as  thrombotic  thrombo- 
cytopenic purpura,  and  a leukemoid  eosinophil- 
ia."  If  these  reactions  occur,  the  iodine  should  be 
stopped. 

Lithium 

Lithium  and  iodine  are  the  only  agents  in  clinical 
use  that  influence  hormonal  iodine  release  from  the 
thyroid  gland.  Interest  in  lithium  as  an  antithyroid 
agent  was  aroused  following  reports  that  this  drug 
occasionally  caused  goiter  with  hypothyroidism  in 
psychiatric  patients  being  treated  for  manic- 
depressive  psychosis.1'’ 

In  one  study  lithium  carbonate  in  doses  of  800  to 
1200  mg/day  was  found  effective  in  controlling 
thyrotoxicosis  in  patients  refractory  to  other 
therapy.21  In  other  studies,  however,  thyroid  “es- 
cape" was  frequent  and  concurrent  administration 
of  a thionamide  was  required  for  lithium  to  be 
effective.21  Serum  lithium  levels  must  be  closely 
monitored  and  kept  between  0.5  and  1 meq/liter. 
Higher  levels  may  cause  serious  side  effects;  these 
include  tremor,  ataxia,  dizziness,  confusion,  coma, 
anorexia,  nausea,  vomiting,  diarrhea,  cardiac  ar- 
rhythmias, and  circulatory  collapse. 

Lithium  carbonate  is  not  a drug  of  first  choice,  but 
may  represent  an  alternative  agent  for  the  treatment 
of  thyrotoxicosis  if  allergy  to  the  thionamide  drugs 
exists.  Further  studies  of  its  effectiveness  are  re- 
quired. 

A drenergic  A ntagonists 

Many  of  the  symptoms  and  signs  of  thyrotox- 
icosis are  at  least  partly  secondary  to  apparent  sym- 
pathetic overactivity.  This  can  be  antagonized  by 
agents  that  deplete  the  tissues  of  catecholamines 
(reserpine  or  guanethidine),  or  that  block  the  re- 
sponse at  receptor  sites  (/3 -adrenergic  blockers. 
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such  as  propranolol).  Reserpine  is  given  orally  in 
doses  of  0.25  mg  every  8 hours  or  intramuscularly, 
in  severe  cases,  in  doses  as  high  as  2.5  to  5 mg  every 
4 to  8 hours.  Guanethidine  is  given  orally  in  doses  of 
50  to  150  mg/day;  such  doses  may  cause  marked 
postural  hypotension.22 

The  most  valuable  agent  appears  to  be  pro- 
pranolol. Effective  doses  range  from  10  mg  every  8 
hours  up  to  40  to  80  mg  every  6 hours.  It  is  most 
effective  in  reducing  heart  rate,  and  occasionally  in 
lessening  tremor,  anxiety,  and  stare.  In  severe 
cases  it  may  be  given  intravenously  with  electrocar- 
diographic monitoring  in  doses  of  1 to  5 mg.  The  rate 
of  intravenous  administration  should  not  exceed  1 
mg/min,  and  not  more  than  5 mg  should  be  given  in  a 
4-hour  period. 

Since  thyroid  function  tests  are  not  altered  by 
propranolol,  it  can  be  started  as  soon  as  the  clinical 
diagnosis  has  been  made.  Propranolol  does  not  in- 
terfere with  the  action  of  the  antithyroid  drugs; 
therefore,  it  can  be  given  concurrently  with  PTU  or 
methimazole.  Propranolol  has  a prompt  action  and 
has  been  reported  to  be  effective  in  rapidly  revers- 
ing myopathy,23  bulbar  palsy,24  and  upper  motor 
neuron  signs25  before  any  improvement  in  thyroid 
function  tests  has  taken  place. 

Relative  contraindications  to  propranolol  include 
cardiac  failure  and  bronchial  asthma,  and  the  most 
important  adverse  effects  are  precipitation  of  these 
conditions.  Other  adverse  reactions  include  gas- 
trointestinal disturbances,  peripheral  vascular 
insufficiency,  allergic  reactions,  and  a variety  of 
central  nervous  system  symptoms  including  confu- 
sional  states. 

Steroids 

In  theory  immunosuppression  is  a rational  ap- 
proach to  Graves’  disease  since  thyrotoxicosis  ap- 
pears to  result  from  thyroid  stimulation  by  LATS, 
an  immunoglobulin.1  In  one  study  large  doses  of 
prednisone  alone  produced  remission  of  hyper- 
thyroidism in  a group  of  patients  with  Graves' 
disease.26  This  provides  a basis  for  the  adjunctive 
use  of  steroids  in  thyrotoxic  crisis.  Steroids  in  high 
doses  are  also  effective  in  severe  ophthalmopathy. 
Other  immunosuppressive  agents  such  as  azathio- 
prine  have  been  relatively  ineffective  in  Graves' 
disease. 

Because  of  serious  adverse  effects,  steriods 
should  not  be  used  as  first-line  therapy.  Phar- 
macologic doses  of  steroids  lower  circulating  T^ 
levels  by  an  unknown  mechanism.27  This  periph- 
eral action  could  partly  explain  the  antithyroid  ef- 
fect of  steroids,  especially  in  thyrotoxic  crisis. 

Phenobarbital 

Phenobarbital  stimulates  the  hepatic  metabolism 

Continued  on  Page  230 


Balanced  high  potency 
vitamin  B-complex  and 
500  mg  vitamin  C 

Virtually  no  odor  or 
aftertaste 

Low  priced  Rx  formula 


Please  see  complete  product  informa- 
tion, a summary  of  which  follows: 

Each  Berocca  Tablet  contains: 

Thiamine  mononitrate  (Vitamin  BO  15  mg 


Riboflavin  (Vitamin  B2) 15  mu 

Pyridoxine  HCI  (Vitamin  B6) 5 m£  I 

Niacinamide 100  mu 
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in  conditions  in  which  water-soluble  vita 
mins  are  required  prophylactically  or 
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Warning:  Not  intended  for  treatment  of 
pernicious  anemia  or  other  primary  or 
secondary  anemias.  Neurologic  involve 
ment  may  develop  or  progress,  despite 
temporary  remission  of  anemia,  in 
patients  with  pernicious  anemia  who 
receive  more  than  0.1  mg  of  folic  acid 
per  day  and  who  are  inadequately 
treated  with  vitamin  B,2. 

Dosage:  1 or  2 tablets  daily  as  indicatec 
by  clinical  need. 

Available:  In  bottles  of  100  and  500. 

ROCHE  LABORATORIES 
Division  of  Hoffmann-La  Roche  Inc. 

Nutley.  New  Jersey  07110 


The  silent  disorder: 
Vitamin  deficiency  in  the 
postoperative  patient 


Silent— but 
often  present  in 
subclinical  form. 

Following  major  surgery, 
there  is  often  a deficiency  of  the  B- 
complex  vitamins.  Vitamin  C may  also 
become  depleted  as  a result  of  its  height- 
ened utilization.  This  is  happening  at  a time 
when  nutrition  may  be  inadequate  due  to  pain, 
impaired  digestion  and  assimilation,  or  lack  of 
mealtime  cooperation. 

As  soon  as  your  patients  can  take  oral  medication, 
high  potency  Berocca  Tablets  provide  the  balanced 
B-complex  and  500  mg  vitamin  C that  they  need 
for  general  convalescence.  Because  Berocca 
Tablets  are  available  by  Rx  only,  they  help  keep 
vitamin  intake  under  your  control —especially  impor- 
tant when  you  expect  recovery  to  be  prolonged. 

Berocca  Tablets  are  not  intended  for  treatment  of 
pernicious  anemia  or  any  other  anemia. 


To  overcome  the  B and  C deficit 


Please  see  facing  page  for  summary  of  product  information. 


of  thyroid  hormones  by  inducing  enzymes  in  the 
smooth  endoplasmic  reticulum.  It  may  also  increase 
the  rate  of  peripheral  turnover  of  thyroid  hormones 
and  lower  serum  levels.23  The  usual  dose  is  30  to  60 
mg  every  8 hours.  It  is  only  supplementary  to  other 
antithyroid  agents. 

Thyrotoxic  Crisis 

Thyrotoxic  crisis  (“thyroid  storm")  is  decom- 
pensated thyrotoxicosis.  It  is  an  unusual  but  ex- 
tremely serious  complication  of  partially  treated  or 
untreated  hyperthyroidism. :3-2lJ  It  most  commonly 
occurs  following  thyroidectomy  in  a patient  whose 
thyrotoxicosis  was  inadequately  controlled  prior  to 
surgery,  or  in  a patient  with  severe  thyrotoxicosis 
complicated  by  an  intercurrent  disease  or  infection. 
In  view  of  the  high  mortality  associated  with 
thyrotoxic  crisis,  doses  of  antithyroid  agents  are 
much  higher  than  those  normally  prescribed  in  the 
outpatient  management  of  thyrotoxicosis. 

Therapeutic  efforts  are  directed  towards  inhibi- 
tion of  thyroid  hormone  release  and  synthesis,  and 
antagonism  of  sympathetic  overactivity.  Suppor- 
tive measures  include  treatment  of  hyperpyrexia 
and  cardiac  failure.  Propylthiouracil  is  given  by 
mouth  or  by  nasogastric  tube  in  doses  of  200  mg 
every  4 hours  during  the  first  24  hours.  One  hour 
following  the  initial  dose  of  PTU,  iodine,  the  most 
important  therapeutic  agent  at  this  time,  is  adminis- 
tered. PTU  is  given  first  to  prevent  repletion  of  the 
thyroid  hormone  stores  in  the  gland  by  the  subse- 
quent iodine.  Iodine  is  given  as  SSK.I,  10  drops  (500 
mg)  every  4 hours,  or  as  I to  2 gm  of  sodium  iodide 
every  24  hours  by  continuous  intravenous  infusion. 
The  antisympathetic  agent  propranolol  is  given  by 
oral  or  parenteral  routes  in  the  doses  described. 
Reserpine  is  usually  beneficial  only  when  given 
parenterally.  Although  these  agents  have  the  poten- 
tial to  precipitate  cardiac  failure  in  patients  whose 
cardiac  compensation  depends  upon  sympathetic 
stimulation,  some  reports  have  suggested  that  both 
reserpine3'1  and  propranolol31  may  actually  improve 
the  cardiac  efficiency  of  patients  with  thyrotoxic 
heart  disease.  Because  reserpine  has  sedative  ef- 
fects, it  is  particularly  useful  in  agitated  patients,  but 
undesirable  for  lethargic  or  depressed  individuals. 
Propranolol  is  hazardous  in  patients  with  asthma, 
diabetes  mellitus,  or  underlying  cardiac  disease, 
particularly  if  cardiac  failure  exists.23  Digitalis 
therapy  and  diuretics  are  indicated  for  cardiac  dis- 
ease with  pulmonary  edema.  Steroids  in  high  doses, 
i.e.,  100  mgof  hydrocortisone  intravenously  every  6 
hours,  are  helpful  in  a general  sense,  as  well  as  for 
reasons  mentioned  earlier.  A further  indication  for 
steroid  administration  is  possibly  associated  ad- 
renocortical insufficiency.32  Fever  is  treated  with 
wet  packs,  fans  and  tepid  sponging.  Salicylates 
should  probably  be  avoided.  1 ike  thyroid  hormone. 


salicylates  act  as  uncouplers  of  oxidative  phos- 
phorylation and  may  conceivably  exacerbate  the 
underlying  problem.  Furthermore,  aspirin  in- 
creases free  T*  levels  in  the  serum  by  displacement 
of  Tj  from  thyroxine  binding  globulin  (TBG).33 

Once  the  condition  is  under  control,  the  doses  of 
antithyroid  agents  should  gradually  be  reduced  to 
the  usual  maintenance  levels  in  preparation  for 
more  definitive  therapy. 

Treatment  of  Ophthalmopathy 
Proptosis  and  infiltrative  ophthalmopathy  occur 
in  thyrotoxicosis  due  to  Graves’  disease,  but  not  in 
toxic  nodular  goiter  (Plummer's  disease).  Treat- 
ment of  thyrotoxicosis  is  often  associated  with  les- 
sening of  the  proptosis,  but  occasionally  the  prop- 
tosis increases  markedly.  For  the  common  symp- 
toms of  mild  irritation  in  the  eyes,  hydroxyethyl 
cellulose  artificial  tears  (Adsorbotear  ®)  — (0.44% 
in  polyvinyl  pyrollidone  1 .67%)  should  be  applied  as 
eye  drops  3 to  4 times  per  day.  Other  measures  such 
as  raising  the  head  of  the  bed  at  night,  eye  patches  if 
diplopia  or  impaired  lid  closure  are  present,  and 
diuretics  are  also  used.  For  advancing  proptosis 
with  impairment  of  visual  acuity,  high  doses  of 
steroids  (prednisone  up  to  120  mg/day)  may  dramat- 
ically arrest  the  process.34  Retro-orbital  injection  of 
steroids  are  also  helpful.  If  steroids  fail,  orbital  de- 
compression may  be  required.35  It  is  critically  im- 
portant that  patients  treated  for  thyrotoxicosis, 
especially  those  with  some  degree  of  exophthalmos, 
do  not  become  hypothyroid,  since  this  may  lead  to 
malignant  exophthalmos.  Treatment  of  thyrotox- 
icosis concurrently  with  thyroid  replacement,  as 
described  earlier,  may  prevent  such  an 
occurrence.36  The  medical  management  of  the 
ophthalmopathy  of  Graves’  disease  was  recently 
reviewed  by  Ivy.37 

Treatment  of  Dermopathy 
Pretibial  myxedema  occurs  in  association  with 
finger  clubbing  and  exophthalmos.  The  skin  lesions 
can  be  treated  with  local  steroid  therapy  such  as 
0.1%  betamethasone  (Valisone®)  ointment  under 
occlusive  dressings,  or  with  flurandrenolide  dress- 
ing on  plastic  tape  (4  ug  per  sq  cm)  (Cordran 0 tape). 

Choice  of  Therapy  in  Graves'  Disease 
Most  patients  with  thyroid  overactivity  (espe- 
cially if  surgery  is  contemplated)  should  first  be 
rendered  euthyroid  with  PTU  or  methimazole. 
This  prevents  complications  such  as  exacerbation 
of  thyrotoxicosis  from  13ll-induced  radiation 
thyroiditis,  and  reduces  the  possibility  of  thyrotoxic 
crisis  after  thyroidectomy.  Mild  cases  of  thyrotox- 
icosis can  be  treated  initially  with  radioiodine  alone, 
but  in  more  severe  cases  an  interim  antithyroid  drug 
may  be  needed,  since  radioiodine  takes  2 to  6 
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months  to  work.  In  patients  who  have  completed 
childbearing  and  have  no  more  than  a moderate 
sized  goiter,  radioiodine  is  the  definitive  treatment 
of  choice.  With  large  goiters,  surgery  must  be  con- 
sidered. With  younger  adults  a full  course  of  12  to  24 
months  of  therapy  with  a thionamide  is  indicated 
since  a prolonged  remission  may  be  obtained.  1 he 
thyroid  suppression  test  gives  some  indication  of 
the  probability  of  remission.8  If  a patient  relapses, 
control  should  again  be  achieved  with  a thionamide, 
and  surgery  or  radioiodine  then  given.  The  choice 
often  depends  as  much  upon  the  competence  of 
thyroid  surgeons  in  a particular  medical  center  as 
upon  one's  attitude  toward  radiation  exposure  dur- 
ing childbearing  years.1"  '8 

The  choice  of  therapy  for  children  is  controver- 
sial; antithyroid  drugs,  thyroidectomy,  and 
radioiodine  have  been  advocated.  The  successful 
treatment  of  thyrotoxicosis  w ith  131 1 in  87  children 
and  adolescents  followed  for  5 to  24  years  has  been 
reported.3"  No  cases  of  cancer,  leukemia,  or  altered 
reproductive  capacity  were  noted.  However,  I rec- 
ommend treating  such  patients  w ith  courses  of  an- 
tithyroid drugs,  including  sympathetic  antagonists, 
and  to  delay  more  definitive  therapy  beyond  the  age 
of  20.  Such  management  may  be  altered  by  indi- 
vidual situations  such  as  drug  allergy,  failure  to  take 
tablets  regularly,  etc. 

Hyperthyroidism  and  Pregnancy 

This  problem  is  also  controversial.  Radioiodine 
therapy  is  contraindicated  because  131 1 crosses  the 
placenta.  I recommend  managing  patients  with 
small  doses  of  antithyroid  drugs;  this  approach  ap- 
pears to  be  relatively  free  of  complications.  How- 
ever, antithyroid  drugs  cross  the  placenta  readily 
and  can  cause  goitrous  hypothyroidism  in  the  fetus. 
Concomitant  thyroid  medication  for  the  mother 
should  probably  be  avoided,  since  thyroid  hormone 
crosses  the  placenta  poorly  and  w ill  necessitate  in- 
creased antithyroid  medication  for  the  mother. 
Surgery  has  its  advocates,  but  it  is  associated  with 
an  increased  incidence  of  abortion.  Iodine  therapy 
given  prior  to  thyroidectomy  crosses  the  placenta 
and  may  cause  a goiter  in  the  fetus.  There  have  been 
recommendations  for  treatment  solely  with  pro- 
pranolol.4" Since  antithyroid  drugs  are  secreted  in 
the  milk,  patients  on  such  therapy  should  not  breast- 
feed. Thyrotoxicosis  in  pregnancy  is  reviewed 
elsewhere.41 4: 

Treatment  of  Thyrotoxicosis  in  Conditions 
Other  Than  Graves’  Disease* 

Neonatal  Graves'  disease  usually,  but  not  invari- 
ably, is  self-limited  and  should  be  controlled  with 


*See  Table  3 


Table  3 

Cl  ASSIFK  \TION  OF  Tin  KOTOXICOSIS 

( audition  Special  Features 

Graves'  disease  Associated  eye  changes;  dennopathy 

Neonatal  Graves'  Self-limited;  usually  remits  in  3 to  4 

disease  months 

Toxic  mono-  or  multi-  Long  standing  goiter;  eye  signs  usually 
nodular  goiter  absent 

"Jod-Basedow"  (Iodide- Pre-existing  goiter;  recent  administra- 
induced  thyrotoxicosis)  lion  of  iodine 

Subacute  thyroiditis  Tender  goiter;  thyroid  131 1 uptake  low 

Thyrotoxicosis  factitia  Ingestion  of  excess  thyroid  hormone; 

thyroid  131 1 uptake  low/ 

Neoplastic  disease  Presence  of  extra-thyroidal  tumor  tis- 

sue; secretion  of  a TSH-like  material, 
as  in  choriocarcinoma 

Hypothalamic-pituitary  Possible  pituitary  fossa  enlargement; 
disease  serum  TSH  elevated 

Metastatic  toxic  thyroid  Concentration  of 1,1 1 by  neoplastic  tis- 
carcinoma  sue 

Struma  ovarii  Ectopic  thyroid  tissue  in  ovarian  tu- 

(teratoma)  mor:  thyroid  gland  mI  uptake  low 

the  usual  antithyroid  drugs  at  doses  adjusted  for 
body  weight.  For  PTU  the  initial  dose  is  4 mg/kg, 
and  for  methimazole  one  tenth  of  that.  The  mainte- 
nance dose  is  half  the  initial  dose. 

Toxic  multinodular  goiter  is  usually  managed  like 
diffuse  goiter  of  Graves'  disease,  although  spon- 
taneous remission  is  unlikely  to  occur  following 
thionamide  therapy  unless  the  condition  represents 
Graves'  disease  superimposed  on  a long-standing 
multinodular  goiter.  The  thyroid  scan  can  some- 
times be  helpful  in  making  this  distinction.1" 
Thyrotoxicity  from  a single  nodule  can  be  treated 
satisfactorily  with  131 1,  using  doses  larger  than  that 
required  for  Graves'  disease.  Surgery  is  preferred 
by  some  as  being  more  reliable  in  effecting  a cure. 11 

Iodine-induced  thyrotoxicosis  ("Jod-Basedow 
effect")  is  sometimes  produced  by  iodine  adminis- 
tration to  euthyroid  goitrous  subjects,  and  is  cured 
by  iodine  withdrawal. 17  Thyrotoxicosis  during  sub- 
acute thyroiditis  is  short-lived  and  usually  mild; 
sympathetic  antagonists,  salicylates  or  steroids  can 
be  given  as  indicated.43  Treatment  of  thyrotoxicosis 
factitia  depends  upon  establishing  the  diagnosis. 
The  management  of  thyroid-stimulator  secreting 
neoplasms,  especially  choriocarcinoma,  involves 
management  of  the  primary  condition  as  well  as  the 
thyrotoxicosis.44  Hypothalamic-pituitary  disease 
causing  thyrotoxicosis  is  recognized  by  measure- 
ment of  elevated  serum  thyroid  stimulating  hor- 
mone (TSH ) levels.45  Treatment  of  the  excess  TSH 
excretion  will  cure  the  hyperthyroidism.  Metastatic 
toxic  thyroid  carcinoma  should  be  treated  with  abla- 
tive doses  of  radioiodine;  the  associated  thyrotox- 
icosis is  usually  mild.  Treatment  of  struma  ovarii 
causing  thyrotoxicosis  consists  of  surgical  removal 
of  the  ectopic  tissue.  Radioiodine  ablation  may  be 
effective  in  such  cases. 
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Summary 

The  treatment  of  thyrotoxicosis  with  thionamide 
drugs  (propylthiouracil  or  methimazole)  usually  al- 
lows restoration  of  a normal  metabolic  state  within  6 
to  8 weeks.  Important  side  effects  include  skin 
rashes,  agranulocytosis,  and  a generalized  vas- 
culitis or  lupus-like  syndrome.  Other  antithyroid 
agents  include  lithium  and  iodine;  the  latter  agent  is 
primarily  used  in  thyrotoxic  crisis  and  in  preopera- 
tive preparation  for  thyroidectomy.  Sympathetic 
antagonists  (propranolol,  reserpine  and  guanethi- 
dine)  control  thyrotoxic  symptoms  and  are  valuable 
in  crisis  therapy.  High  doses  of  steroids  are  also 
useful  in  thyrotoxic  crisis. 

A course  of  thionamides  ( 1 to  2 years)  may  pro- 
duce a long  remission,  especially  in  those  with  a 
small  goiter,  but  in  patients  who  have  completed 
childbearing,  131 1 is  usually  given  as  definitive 
therapy.  Large  goiters  in  younger  patients  should 
probably  be  treated  by  thyroidectomy.  The  best 
management  in  childhood  or  pregnancy  is  not  estab- 
lished, but  thionamide  therapy,  at  least  initially,  is 
recommended. 
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Longevity  of  American  Physicians 

Cor  De  Hart,  M.  D.* 


The  question  is  frequently  asked,  do  physicians 
live  longer  than  the  general  population? 

In  order  to  study  this  question,  more  than  37,000 
death  notices  of  physicians  reported  were  reviewed 
in  th  e Journal  of  the  American  Medical  Association 
for  the  years  1961-1971.  About  7%  of  the  names  in 
the  death  notices  were  female.  For  statistical  pur- 
poses, we  have  excluded  the  female  population  and 
we  have  considered  the  population  consisting  of 
mainly  white  physicians  because  of  the  small  non- 
white physician  population. 

Mortality  statistics  for  white  men  for  the  year 
1968,  as  reported  by  the  Division  of  Vital  Statistics 
of  the  National  Center  for  Health  Statistics,  were 
used  for  general  population  figures.  The  ages  at 
death  of  879.  884  white  men  were  compared  with 
those  of  the  physicians. 

The  populations  were  distributed  in  5-year  inter- 
vals. The  percentages  and  cumulative  percentages 
were  calculated. 


between  physicians  and  the  general  white  male 
population.  The  cumulative  percentages  are  respec- 
tively 49. 13  percent  and  48.96  percent.  But  from  age 
sixty-five  on  until  the  age  of  eighty,  the  five-year 
group  percentages  are  higher  for  white  men  in  the 
general  population  than  for  physicians. 

From  the  age  of  eighty  and  above,  comparatively 
more  physicians  die.  This  means  that  physicians  in 
general,  die  later. 

Of  the  total  w hite  male  population,  21.7  percent 
expects  to  reach  eighty  years  and  over.  In  the 
physicians  this  is  25.2  percent,  which  is  a very 
significant  difference,  (p,  <0.0(X)01) 

Of  the  total  white  male  population,  3.33  percent 
expects  to  reach  ninety  years  and  over,  in  the  physi- 
cians this  is  4.89  percent,  which  also  is  a very 
significant  difference,  (p,  <0.00001) 

In  the  five-year  age  groups  between  the  ages 
thirty-five  and  sixty-four,  a greater  percentage  of 
physicians  die  than  in  the  general  white  male  popu- 


Table  1 


Comparison  of  Age  of  Death,  All  Cai  ses 

, for  Physicians  and  White  Men  in  the  General 

Population 

White  Men. 

USA  (1968) 

Physicians, 

USA  (1961-1971) 

Cumulative 

Cumulative 

AGE 

Number 

Percent 

Percent 

N umber 

Percent 

Percent 

95  and  over 

5717 

0.65 

99.99 

372 

1.00 

99.99 

90-94 

23544 

2.68 

99.34 

1443 

3.89 

98.99 

85-89 

60000 

6.82 

96.66 

3129 

8.44 

95.10 

80-84 

101732 

11.56 

89.84 

4423 

11.93 

86.66 

75-79 

127865 

14.53 

78.28 

4811 

12.97 

74.73 

70-74 

128682 

14.62 

63.75 

4747 

12.80 

61.76 

65-69 

I 13148 

12.86 

49.13 

4468 

12.05 

48.96 

60-64 

98401 

1 1.18 

36.27 

4159 

11.21 

36.91 

55-59 

76768 

8.72 

25.09 

3417 

9.21 

25.70 

50-54 

54334 

6.18 

16.37 

2298 

6.20 

16.49 

45-49 

36266 

4.12 

10.19 

1591 

4.29 

10.29 

40-44 

22436 

2.55 

6.07 

1043 

2.81 

6.00 

35-39 

12987 

1.48 

3.52 

593 

1.60 

3.19 

30-34 

8751 

0.99 

2.64 

365 

0.98 

1.59 

25-29 

9253 

1.05 

1.05 

226 

0.61 

0.61 

Totals 

879884 

99.99 

37085 

99.99 

The  significance  of  the  differences  between 
physicians  and  the  general  white  male  population 
were  calculated. 

Results 

When  we  analyze  the  data  in  Table  1,  it  appears 
that  for  the  age  groups  up  to  age  sixty-five,  there  is 
no  difference  in  the  cumulative  percentage  of  deaths 


*Courtesy  Staff.  Thayer  Hospital.  Waterville,  Maine  04901. 


lation  (0.02>p>0.01 ).  Note  also  that  in  the  age 
group  twenty-five  to  twenty-nine,  a greater  per- 
centage of  white  men  die  than  physicians.  This  dif- 
ference appears  to  be  significant,  (p,  <0.00001) 

Summary 

Death  notices  of  physicians  were  reviewed  in  the 
Journal  of  the  American  Medical  Association  over 
the  years  1961-1971.  The  ages  of  death  of  37,085 

Continued  on  Page  243 
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Glucagon  Assisted  Air-Barium  Contrast 
Colonography  in  a Small  Hospital  Setting 

Robert  L.  Burdick,  M.D.  and  Russell  V.  Radcliffe,  M.D. 


Introduction 

Recent  estimates  from  the  American  Cancer  So- 
ciety predict  that  carcinoma  of  the  colon  and  rectum 
will  be  diagnosed  in  approximately  99,000  Amer- 
icans this  year,  and  in  that  same  span  of  time  rough- 
ly 48,000  Americans  will  die  of  that  disease.1  The 
absolute  5-year  survival  rate  for  early  lesions  is 
71%,  contrasted  to  13%  survival  for  advanced 
lesions.2  In  recent  years,  general  surgeons  have  ac- 
counted for  a significant  improvement  in  the  5-year 
survival  rate  by  using  the  “no  touch  technique.”3 
Radiologists  now  have  an  opportunity  to  improve 
early  diagnosis  by  the  technique  to  be  described  be- 
low, and  thereby  further  improve  the  over-all  sur- 
vival rate. 

The  limitations  of  the  barium  enema  examination 
are  well  known  to  every  practicing  radiologist.  Be- 
cause of  overlapping  loops  of  colon,  colon  spasm, 
poor  bowel  preparation,  and  overlapping  reflux  into 
the  terminal  ileum,  the  barium  enema  examination 
can  often  do  little  more  than  exclude  generalized 
mucosal  abnormalities  or  large  neoplastic  lesions. 
At  least  one  researcher  has  reported  that  over  18% 
of  carcinomas  of  the  colon  are  completely  missed 
for  these  reasons  on  the  initial  barium  enema  exam- 
ination, thus  contributing  to  delay  in  diagnosing 
colon  carcinoma. 4 In  a separate  review,  75%  of  such 
errors  were  considered  to  have  resulted  from  inabil- 
ity of  the  radiologist  to  find  the  lesion  because  of 
poor  bowel  preparation.5  Presumably  all  of  these 
patients  had  symptoms  prompting  the  initial  barium 
study.  A false  negative  report  in  this  clinical  situa- 
tion is  worse  than  no  study  at  all,  because  it  lulls 
the  well-intended  clinician  into  the  unjustified  im- 
pression that  the  colon  is  probably  normal. 

Recent  Developments 

Several  recent  developments  have  combined  to 
offer  the  radiologist  an  opportunity  for  a significant 
technical  advance  over  previous  barium  enema 
examination  procedures.  The  first  of  these  is  hypo- 
tonic colonography.  Hypotonic  colonography  has 
been  performed  for  some  time  with  the  assistance  of 
Probanthine,®  but  Probanthine  sometimes  results  in 
urinary  retention  in  both  males  and  females,  and 
risks  aggravation  of  glucoma.  Recently  the  radiol- 
ogy literature  has  been  filled  with  numerous  ar- 
ticles5 7 * indicating  the  safety  and  effectiveness  of 
glucagon  for  relaxing  colon  musculature,  provided 
that  glucagon  is  not  given  to  a brittle  diabetic  or 


patient  with  suspected  pheochromocytoma  or  in- 
sulinoma. As  long  as  no  more  than  2 mgs.  is  given 
intramuscularly,  less  than  10%  of  patients  can  be 
expected  to  have  side  effects,  and  these  are  usually 
limited  to  nausea.  Predictable  bowel  relaxation  will 
occur  in  most  individuals  within  10  to  15  minutes. 

The  other  major  technical  advance  is  a thorough 
revision  of  the  air-barium  enema  procedure  per  se, 
largely  through  the  thoughtful  efforts  of  Doctor 
Roscoe  Miller,  Professor  of  Radiology  at  the  Uni- 
versity of  Indiana.  Dr.  Miller  lists  five  requirements 
as  basic  to  his  technique,  and  these  are:'1 

(1)  A clean  colon. 

(2)  Suitable  barium  suspension  that  will  coat  well 
and  not  bubble  or  precipitate. 

(3)  Adequate  insufflation  of  the  bowel  with  air. 

(4)  Drainage  of  excess  barium  from  the  rectum. 

(5)  An  adequate  number  of  films  with  good  ra- 
diologic technique. 

The  Basic  Technique9 

Adequate  colon  preparation,  perhaps  the  most 
important  requirement,  can  be  routinely  accom- 
plished using  the  Miller  Protocol.  This  requires  a 
combination  of  low  residue  diet,  laxatives,  and 
enemas.  Dr.  Miller  recommends  a specific  low  resi- 
due diet*  beginning  on  the  evening  of  the  third  day 
prior  to  the  examination.  This  low  residue  diet  is 
continued  until  examination  time,  and  moderately 
strong  laxatives  are  used  on  the  day  prior  and  two 
days  prior  to  the  examination.  These  are  either  2 
ounces  of  castor  oil,  2.5  ounces  of  X-Prep  liquid,  or 
sometimes  10  ounces  of  Magnesium  Citrate  or  20 
gms.  of  Magnesium  Sulfate.  A large  volume  of  oral 
liquids  must  also  be  given  to  assist  an  effective 
purge:  a full  8 ounce  glass  of  liquid  each  hour  for 
6 to  7 hours  the  day  preceding  the  examination  has 
been  found  adequate. 

In  addition  to  laxatives,  Dr.  Miller  administers  a 
2,000  milliliter  water  enema  given  by  the  Depart- 
ment of  Radiology  immediately  prior  to  the  exam- 
ination. To  allow  for  effective  cleansing,  at  least  a 
one-half  hour  wait  following  the  cleansing  enema 
is  routine  prior  to  beginning  the  barium  procedure. 

Two  mgm.  of  glucagon  is  administered  l.M.  10 
minutes  prior  to  beginning  the  barium  examination. 

The  suitable  barium  suspension,  requirement  #3 
above,  is  quite  different  than  the  mixture  traditional- 


*copies  available  (upon  request)  from  authors. 
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Hig.  1A  and  IB  are  horizontal  beam,  cross  table  right  and  left  lateral  decubitus  views  of  the  recto-sigmoid  colon,  demonstrating  the 
excellence  of  visualization  of  the  rectum  and  adjacent  sigmoid  colon. 


ly  used.  Normal  barium  enema  techniques  use  rela- 
tively dilute  barium,  in  the  expectation  that  (unless 
the  bowel  is  quite  large)  a high  kilovoltage  x-ray 
technique  w ill  penetrate  the  barium  column,  reveal- 
ing otherwise  obscured  neoplasms.  Therefore,  ap- 
proximately a 1/3  weight  to  volume  mixture  (or  less) 
is  normally  used.  Dr.  Miller  has  found  instead  that 
a 659c  weight  to  volume  mixture  is  most  desirable,"’ 
giving  a thickness  approximately  that  of  sour  cream. 
The  advantage  of  such  a thick  mixture  is  that  excel- 
lent coating  w ill  be  achieved  prior  to  air  insufflation, 
and  maintained  afterwards. 

Once  the  mixture  of  thick  barium  and  air  (50  to 
75  squeezes  of  a standard  sphygmomanometer  bulb) 
have  been  administered  with  the  patient  primarily 
in  a prone  position  (it  is  necessary  to  manipulate 
the  patient  into  various  oblique  and  lateral  positions 
for  proper  coating),  the  barium  enema  bag  is 
lowered  and  excess  barium  contained  in  the  rectum 
is  allowed  to  return  to  the  barium  bag.  If  this  tech- 
nique is  properly  executed,  anatomic  visualization 
of  the  rectum  by  x-ray  will  equal  or  surpass  that 
which  can  be  seen  by  sigmoidoscopy  (Fig.  1).  The 
examination  is  performed  with  the  patient  mostly  in 
the  prone  position  so  that  barium  reflux  into  the 
terminal  ileum  will  not  occur.  In  most  individuals, 
the  ileo-cecal  valve  is  directed  posteriorly  and  medi- 
ally from  the  cecum,  and  with  the  patient  in  a prone 


position  barium  is  less  likely  to  fill  the  terminal 
ileum. 

An  enema  tip  especially  designed  to  facilitate 
rectal  drainage"  is  used,  although  it  is  possible  to 
perform  the  entire  examination  with  only  a straight 
tip  with  a “Y”  connector. 

Once  proper  coating  has  been  accomplished,  14 
x 17  inch  films  are  taken.  These  include  a prone  sig- 
moid view,  PA  film,  prone  20  degree  RAO  and 
LOA.  and  a right  lateral  view  including  the  rectum. 
Then  the  supine,  20 degree  LPOand  20  degree  RPO 
are  taken,  all  three  to  include  both  colonic  flextures. 
Next  both  lateral  decubitus  films  are  taken.  Follow- 
ing this.  upright  spot  films  are  taken  of  each  flexture, 
transverse  colon,  and  cecum,  as  needed.  Fluoro- 
scopic films  are  then  taken  of  any  area  which  ap- 
pears deserving  of  further  study. 

Discussion 

The  entire  scope  of  this  technique,  with  its  prom- 
ise of  earlier  detection  of  limited  stages  of  colon  car- 
cinoma by  avoidance  of  errors  was  presented  at  the 
Radiology  Society  of  North  America  Annual  Con- 
vention in  Chicago  in  December  1974.  Because  of 
the  potential  impact  of  this  technique,  we  have  at- 
tempted to  employ  this  air  contrast  colon  examina- 
tion as  a primary  examination  under  the  following 
circumstances,  as  recommended  by  Dr.  Miller:” 
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Fig.  2.  Routine  sigmoid  view  showing  excellent  visualization. 


(1)  Any  patient  with  rectal  bleeding  for  any  rea- 
son or  a verified  history  of  bleeding. 

(2)  Polyps  on  protoscopic  examination. 

(3)  A previous  history  of  polyps  or  carcinoma. 

(4)  A strong  family  history  of  polyps  or  carci- 
noma. 

(5)  A high  index  of  suspicion  on  the  part  of  the 
clinician  or  radiologist  based  on  a change  in 
bowel  habits,  weight  loss,  unexplained  anemia, 
or  other  reason. 

Presumably  because  this  is  a new  technique  and 
because  of  the  obvious  extra  effort  required  in 
bowel  preparation,  acceptance  by  the  referring 
medical  community  has  been  cautious,  but  inter- 
ested. Since  mid-January  1975,  we  have  accom- 
plished 30  of  these  examinations  at  the  St.  Joseph 
Hospital,  and  have  in  at  least  one  case  demonstrated 
early  ulcerative  colitis  that  was  not  apparent  on  the 
initial,  standard  barium  examination.  The  tech- 
nique does  not  appear  to  be  appropriate  for  patients 
who  could  not  withstand  the  bowel  preparation, 
such  as  those  suspected  of  being  obstructed,  per- 
forated, or  having  toxic  megacolon.  On  the  other 
hand,  patients  who  are  unexpectedly  found  to  be 
obstructed  or  severely  spastic  in  the  course  ol  a 
Continued  on  Page  237 
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adjunctive  therapy  in  the  treatment  of  peptic 
ulcer.  Dosage  must  be  adjusted  to  the 
individual. 
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recommended  daily  dosage  for  adult  oral 
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for  ulcer  patients... 


one  of  the  many  things  you 
need  in  an  anticholinergic. 


Pro-BanthTne  is  considered  adjunctive 
in  total  peptic  ulcer  therapy  that  may 
include  diet,  conventional  antacids, 
bed  rest,  and  other  supportive  measures. 
Pro-BanthTne  is  provided  in  several 
different  dosage  forms  which  will  meet 
virtually  any  clinical  need.  It  is  just  as 
versatile  in  filling  patient  needs,  among 
which  are: 

"Antiacid"  action  — Pro-BanthTne® 
(propantheline  bromide)  reduces  gastric 
secretory  volume  and  resting  total  and 
free  acid. 

"Analgesic"  action  — Pro-BanthTne  helps 
to  control  the  acid-spasm-pain  complex. 
Vigorous  anticholinergic  action  — 
Pro-BanthTne®  Vials,  30  mg.,  are  for 
intramuscular  or  intravenous  use  when 
prompt  and  vigorous  anticholinergic 
action  is  required. 

Mild  anticholinergic  action  — 

Pro-BanthTne®  Half  Strength,  7.5  mg. 
tablets,  for  more  exact  adjustment  of 
maintenance  dosage  in  mild  to 
moderate  gastrointestinal  disorders. 
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llasic  therapy  with 
convenience  for 
acute  nonobstructed 
cystitis 


Before  prescribing,  please  consult  complete 
product  information,  a summary  of  which  follows: 

Indications:  Acute,  recurrent  or  chronic  non- 
obstructed urinary  tract  infections  (primarily  pyelo- 
nephritis, pyelitis,  and  cystitis),  due  to  susceptible 
organisms.  Note:  Carefully  coordinate  in  vitro  sulfon- 
amide sensitivity  tests  with  bacteriologic  and  clinical 
response:  add  aminobenzoic  acid  to  follow-up  cul- 
ture media.  The  increasing  frequency  of  resistant 
organisms  limits  the  usefulness  of  antibacterials, 
including  sulfonamides,  especially  in  chronic  or  re- 
current urinary  tract  infections.  Measure  sulfon- 
amide blood  levels  as  variations  may  occur;  20  mg/ 
100  ml  should  be  maximum  total  level. 

Contraindications:  Sulfonamide  hypersensi- 
tivity; pregnancy  at  term  and  during  nursing  period; 
infants  less  than  two  months  of  age. 

Warnings:  Safety  during  pregnancy  has  not  been 
established.  Sulfonamides  should  not  be  used  for 
group  A beta-hemolytic  streptococcal  infections  and 
will  not  eradicate  or  prevent  sequelae  (rheumatic 
fever,  glomerulonephritis)  of  such  infections.  Deaths 
from  hypersensitivity  reactions,  agranulocytosis, 
aplastic  anemia  and  other  blood  dyscrasias  have  been 
reported  and  early  clinical  signs  (sore  throat,  fever, 
pallor,  purpura  or  jaundice)  may  indicate  serious 
blood  disorders.  Frequent  CBC  and  urinalysis  with 
microscopic  examination  are  recommended  during 
sulfonamide  therapy.  Insufficient  data  on  children 
under  six  with  chronic  renal  disease. 

Precautions:  Use  cautiously  in  patients  with 
impaired  renal  or  hepatic  function,  severe  allergy, 
bronchial  asthma;  in  glucose-6-phosphate  dehydro- 
genase-deficient individuals  in  whom  dose-related 
hemolysis  may  occur.  Maintain  adequate  fluid  intake 
to  prevent  crystalluria  and  stone  formation. 

Adverse  Reactions:  Blood  dyscrasias  (agran- 
ulocytosis, aplastic  anemia,  thrombocytopenia, 
leukopenia,  hemolytic  anemia,  purpura,  hypopro- 
thrombinemia  and  methemoglobinemia);  allergic 
reactions  (erythema  multiforme,  skin  eruptions,  epi- 
dermal necrolysis,  urticaria,  serum  sickness,  pruritus, 
exfoliative  dermatitis,  anaphylactoid  reactions,  peri- 
orbital edema,  conjunctival  and  scleral  injection, 
photosensitization,  arthralgia  and  allergic  myocardi- 
tis); gastrointestinal  reactions  (nausea,  emesis, 
abdominal  pains,  hepatitis,  diarrhea,  anorexia,  pan- 
creatitis and  stomatitis);  CNS  reactions  (headache, 
peripheral  neuritis,  mental  depression,  convulsions, 
ataxia,  hallucinations,  tinnitus,  vertigo  and  insomnia); 
miscellaneous  reactions  (drug  fever,  chills,  toxic 
nephrosis  with  oliguria  and  anuria,  periarteritis  no- 
dosa and  L.E.  phenomenon).  Due  to  certain  chemical 
similarities  with  some  goitrogens,  diuretics  (aceta- 
zolamide,  thiazides)  and  oral  hypoglycemic  agents, 
sulfonamides  have  caused  rare  instances  of  goiter 
production,  diuresis  and  hypoglycemia  as  well  as 
thyroid  malignancies  in  rats  following  long-term 
administration.  Cross-sensitivity  with  these  agents 
may  exist. 

Dosage:  Systemic  sulfonamides  are  contrain- 
dicated in  infants  under  2 months  of  age  (except 
adjunctively  with  pyrimethamine  in  congenital  toxo- 
plasmosis). 

Usual  adult  dosage:  2 Gm  (4  tabs  or  teasp.) 
initially,  then  1 Gm  b.i.d.  or  t.i.d.  depending  on  sever- 
ity of  infection. 

Usual  child's  dosage:  0.5  Gm  (1  tab  or  teasp.)/ 
20  lbs  of  body  weight  initially,  then  0.25  Gm/20  lbs 
b.i.d.  Maximum  dose  should  not  exceed  75  mg/ kg/ 
24  hrs. 

Supplied:  Tablets,  0.5  Gm  sulfamethoxazole; 
Suspension,  0.5  Gm  sulfamethoxazole/ teaspoonful. 

/ \ Roche  Laboratories 

< ROCHE  > Division  of  Hoffmann-La  Roche  Inc. 

\ / Nutley.  New  Jersey  07110 


• Effective  against  susceptible  E.  coli, 
Klebsiella-Aerobacter,  Staph,  aureus. 
Proteus  mirabilis  and,  less  frequently, 
Proteus  vulgaris 


dyazide 

makes  sense 


Each  capsule  contains  50  mg. 
of  Dyrenium®  (brand  of  triamterene) 
and  25  mg.  of  hydrochlorothiazide. 


For  long-term  control  of  hypertension* 


Before  prescribing,  see  complete  prescribing  in- 
formation in  SK&F  literature  or  PDR.  The  following 
is  a brief  summary. 


* 


WARNING 

This  fixed  combination  drug  is  not  indicated  for 
initial  therapy  of  edema  or  hypertension.  Edema 
or  hypertension  requires  therapy  titrated  to  the 
individual  patient,  if  the  fixed  combination  rep- 
resents the  dosage  so  determined,  its  use  may 
be  more  convenient  in  patient  management.  The 
treatment  of  hypertension  and  edema  is  not 
static,  but  must  be  reevaluated  as  conditions  in 
each  patient  warrant. 


* Indications:  Edema:  That  associated  with  congestive 
heart  failure,  cirrhosis  of  the  liver,  the  nephrotic 
syndrome;  steroid-induced  and  idiopathic  edema; 
edema  resistant  to  other  diuretic  therapy.  Mild  to 
moderate  hypertension:  Usefulness  of  the  triam- 
terene component  is  limited  to  its  potassium-sparing 
effect. 

Contraindications:  Pre-existing  elevated  serum  po- 
tassium. Hypersensitivity  to  either  component.  Con- 
tinued use  in  progressive  renal  or  hepatic  dysfunction 
or  developing  hyperkalemia. 


quently  — both  can  cause  potassium  retention  and 
sometimes  hyperkalemia.  Two  deaths  have  been 
reported  in  patients  on  such  combined  therapy  (in 
one,  recommended  dosage  was  exceeded;  in  the 
other,  serum  electrolytes  were  not  properly  moni- 
tored). Observe  patients  on  'Dyazide'  regularly  for 
possible  blood  dyscrasias,  liver  damage  or  other  idio- 
syncratic reactions.  Blood  dyscrasias  have  been  re- 
ported in  patients  receiving  Dyrenium  (triamterene, 
SK&F).  Rarely,  leukopenia,  thrombocytopenia, 
agranulocytosis,  and  aplastic  anemia  have  been 
reported  with  the  thiazides.  Watch  for  signs  of  im- 
pending coma  in  acutely  ill  cirrhotics.  Thiazides  are 
reported  to  cross  the  placental  barrier  and  appear  in 
breast  milk.  This  may  result  in  fetal  or  neonatal 
hyperbilirubinemia,  thrombocytopenia,  altered 
carbohydrate  metabolism  and  possibly  other  ad- 
verse reactions  that  have  occurred  in  the  adult.  When 
used  during  pregnancy  or  in  women  who  might  bear 
children,  weigh  potential  benefits  against  possible 
hazards  to  fetus. 

Precautions:  Do  periodic  serum  electrolyte  and  BUN 
determinations.  Do  periodic  hematologic  studies 
in  cirrhotics  with  splenomegaly.  Antihypertensive 
effects  may  be  enhanced  in  postsympathectomv 


patients.  The  following  may  occur:  hyperuricemia 
and  gout,  reversible  nitrogen  retention,  decreasing 
alkali  reserve  withpossible  metabolic  acidosis,  hyper- 
glycemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  patients. 
Concomitant  use  with  antihypertensive  agents  may 
result  in  an  additive  hypotensive  effect.  'Dyazide’ 
interferes  with  fluorescent  measurement  of 
quinidine. 

Adverse  Reactions:  Muscle  cramps,  weakness,  diz- 
ziness, headache,  dry  mouth;  anaphylaxis;  rash, 
urticaria,  photosensitivity,  purpura,  other  derma- 
tological conditions;  nausea  and  vomiting  (may  in- 
dicate electrolyte  imbalance),  diarrhea,  constipation, 
other  gastrointestinal  disturbances.  Necrotizing 
vasculitis,  paresthesias,  icterus,  pancreatitis, 
xanthopsia  and,  rarely,  allergic  pneumonitis  have 
occurred  with  thiazides  alone. 

Supplied:  Bottles  of  100  capsules:  in  Single  Unit 
Packages  of  100  (intended  for  institutional  use  only). 

SK&F  Co.,  Carolina,  P.R.  00630 

Subsidiary  of  SmithKline  Corporation 


Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia  de- 
velops or  dietary  potassium  intake  is  markedly 
impaired.  Enteric-coated  potassium  salts  may  cause 
small  bowel  stenosis  with  or  without  ulceration. 
Hyperkalemia  ( ^5.4  mEq/L)  has  been  reported  in 
4%  of  patients  under  00  years,  in  12%  of  patients  over 
00  years,  and  in  less  than  8%  of  patients  overall. 
Rarely,  cases  have  been  associated  with  cardiac  ir- 
regularities. Accordingly,  check  serum  potassium 
during  therapy,  particularly  in  putients  with  sus- 
pected or  confirmed  renal  insufficiency  (e.g.,  elderly 
or  diabetics).  If  hyperkalemia  develops,  substitute  a 
thiazide  alone.  If  spironolactone  is  used  concomi- 
tantly with  'Dyazide',  check  scrum  potossium  fre- 


‘DYAZIDE’ 

Just  once  or  twice  daily  for  maintenance. 
I lydrochlorothiazide  to  help  keep 
blood  pressure  down  and  triamterene 
to  help  keep  potassium  levels  up. 


conventional  barium  enema  examination  will  often 
prove  to  be  anatomically  normal  except  for  minimal 
spasm  following  administration  of  2 mgs.  of  glu- 
cagon intramuscularly.  Since  some  colon  spasm  is 
encountered  normally  in  the  course  of  a barium 
enema  examination,  glucagon  pre-medication  per- 
mits a more  comfortable,  thorough  examination. 
Moreover,  we  have  never  encountered  loss  of 
barium  on  the  examination  table  in  a patient  who  has 
been  pre-medicated  with  glucagon,  and  we  have 
never  had  to  inflate  a Bardex  (retainer  balloon)  in 
any  of  these  patients.  Consequently,  we  often  use 
glucagon  as  a supplement  to  a conventional  barium 
enema  to  facilitate  a more  comfortable,  thorough 
exam.  The  effect  on  the  post  evacuation  film  has 
been  negligible. 

We  have  modified  the  thick  barium  preparation 
as  described  above  so  that  we  use  a 100 c/c  weight  to 
volume  mixture.  This  ensures  that  w hen  the  colon  is 
distended  with  air  there  will  still  be  adequate  coat- 
ing. We  have  found  that  approximately  40  to  50 
squeezes  of  a standard  sphygmomanometer  bulb 
produces  adequate  colon  distention.  The  number  of 
radiographs  advocated  by  Dr.  Miller  certainly  re- 
sults in  a thorough  examination.  We  have  often 
found  it  unnecessary  to  do  additional  fluoroscopy 
following  the  standard  radiographs,  described 
above. 

The  patients  in  general  have  no  difficulty  follow- 
ing the  low'  residue  diet,  although  we  have  made  it 
a policy  to  ask  the  patient  to  come  to  the  X-ray  De- 
partment for  a thorough  discussion  of  the  procedure 
in  general  before  beginning  the  preparation,  and  at 
this  time  we  have  emphasized  the  importance  of 
strict  adherence  to  the  diet. 

The  over-all  result  in  bowel  preparation  with  the 
above  diet,  fluid  ingestion,  and  laxative  use  has  fre- 
quently been  so  effective  that  it  has  not  been  neces- 
sary to  give  the  final  cleansing  enema  immediately 
prior  to  the  examination.  In  fact,  we  find  that  when 
it  is  necessary  to  use  this  final  enema,  a small 
amount  of  residual  water  is  invariably  present  and 
this  dilutes  the  concentration  of  barium,  somew  hat 
deteriorating  the  quality  of  the  examination.  In 
some  selected  instances,  we  have  been  able  to  per- 
form the  glucagon  assisted  examination  one  day 
following  a conventional  barium  enema  examina- 
tion, if  the  colon  was  well  prepared  for  the  initial 
examination.  This  is  usually  accomplished  with  one 
dose  of  additional  laxative  and  a cleansing  enema. 

In  general  we  have  found  that  the  entire  examina- 
tion occupies  one  fluoroscopy  room  ffor  almost  one 
full  hour,  approximately  double  the  time  required 
for  a conventional  examination. 


Conclusions 

(1)  Visualization  of  every  aspect  of  the  colon  is 
achieved  which  cannot  be  matched  by  conventional 
barium  enema  examinations  (Fig.  2).  With  the  tech- 
nique of  rectal  drainage  and  cross  table  lateral  radi- 
ography, even  the  rectum  is  well  studied  down  to 
the  rectal  verge. 

(2)  Patient  acceptance  of  the  bowel  preparation 
procedure  has  been  generally  favorable. 

(3)  Patients  who  have  had  a previous  convention- 
al enema  find  that  the  addition  of  glucagon  to  the 
regimen  results  in  a much  more  comfortable  pro- 
cedure. 

(4)  Although  we  have  not  in  fact  identified  other- 
wise undiagnosed  polyps  or  other  growths,  the  im- 
proved visualization  assures  that  we  are  definitely 
not  overlooking  any  such  abnormalities.  Other 
centers  using  this  technique  have  improved  their  de- 
tection rate  for  early  lesions:  Dr.  Miller  has  shown 
one  case  of  a polyp  arising  on  the  superior  surface 
of  one  of  the  valves  of  Houston,  not  seen  on  sig- 
moidoscopy. 

(5)  Most  referring  clinicians  are  agreeable  to 
transferring  the  responsibility  for  thorough  bowel 
preparation  (in  an  individual,  selected  patient)  to  the 
radiologist,  and  this  has  not  been  a source  of  con- 
tention with  referring  clinicians. 

(6)  The  entire  examination  is  easily  managed  in  a 
small  community  hospital,  and  should  therefore,  be 
easily  practiced  in  every  hospital. 
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Special  Article 

COMMUNICATIONS 


State  of  Maine 

EXECUTIVE  DEPARTMENT 
Augusta,  Maine 
04330 

June  16,  1975 

To  the  Honorable  Members  of  the  House  of 
Representatives  and  the  Senate  of  the  107th 
Maine  Legislature 

A great  American,  whom  I admire,  kept  a saying 
on  his  desk:  “The  buck  stops  here.”  Since  this 
Legislature,  after  back-and-forth  debate,  has  seen 
fit  to  place  the  key  decision  regarding  the  future  of  a 
medical  school  for  Maine  in  my  hands,  I accept  the 
consequences  of  an  extremely  difficult  choice.  I am 
vetoing  L.  D.  773,  AN  ACT  to  Authorize  the  Uni- 
versity of  Maine  to  Proceed  With  the  Development 
ofa  School  of  Medicine  as  Part  of  the  Teaching  Pro- 
gram of  the  University  System. 

I therefore  request  in  the  interests  of  fiscal  re- 
sponsibility and  to  avoid  a recurrence  of  an  L.  D. 
1994  type  situation,  as  well  as  to  help  restore  our 
favorable  bond  rating,  that  you  sustain  this  veto. 

While  I had  previously  indicated  my  opposition  to 
a medical  school,  my  respect  of  the  Legislature  and 
my  desire  to  be  fair  to  proponents  and  the  Univer- 
sity caused  me  to  step  back  and  spend  countless 
hours  of  my  own  time  plus  that  of  my  staff  and  vol- 
unteercitizens  in  reevaluating  the  total  situation.  As 
a result  of  this  time  and  research,  I am  electing  to 
veto  this  bill  because  of  the  following  specific 
reasons: 

(1)  The  Legislature  has  passed  and  sent  to  the 
Governor  a bill  which  calls  for  a substantial  present 
and  future  commitment  of  the  State’s  resources  to 
the  establishment  of  a medical  school,  while  failing 
to  appropriate  the  funds  necessary  to  accomplish 
this  purpose.  In  other  words,  the  Legislature  has  not 
appropriated  any  money  in  the  current  services 
budget  to  pay  for  the  school.  Approval  of  this  bill 
could  mean  a further  erosion  of  already  tight  op- 
erating funds  or  a future  tax  increase.  Furthermore, 
this  Governor  can  ill  afford  the  luxury  of  approving 
bills  which  have  been  submitted  to  him  without  an 
allocation  of  cost  or  appropriation  by  the  Legisla- 
ture. Furthermore  as  a result  of  my  experience  as 
Governor,  I do  not  want  to  be  unfair  to  future  Gov- 
ernors or  Legislatures  and  approve  bills  without 
appropriate  costs  or  price  tags.  This  Legislature  and 
this  Governor  have  paid  the  price  of  that  approach. 

(2)  The  cost  estimates  presented  by  proponents 
of  the  school  are  not  realistic,  and  fail  to  project 


costs  to  the  State  of  Maine  for  adequate  faculty, 
future  building  and/or  capital  equipment  needs,  as 
well  as  costs  to  the  State  in  the  event  that  federal 
funds  are  eliminated  or  cut  back.  I have  a strong 
feeling  that  Maine  cannot  afford  in  the  future  an- 
other cost  estimate  mistake  such  as  occurred  with 
L.  D.  1994.  This  also  could  happen  here. 

(3)  There  was  no  conclusive  evidence  presented 
which  shows  that  a medical  school  will  solve 
Maine’s  doctor  shortage  in  rural  areas.  It  is  my 
understanding  that  many  of  the  more  expert  in  the 
medical  and  health  care  fields  believe  that  the  solu- 
tion to  the  doctor  shortage  in  Maine  lies  in  the  de- 
velopment of  residency  programs,  and  not  a medical 
school.  Further,  we  should  in  this  regard  improve 
our  efforts  to  aid  new  doctors  in  overcoming  the 
many  difficulties  associated  with  the  establishment 
of  practices  in  rural  areas. 

(4)  As  Governor,  I want  to  help  the  University. 
However,  to  add  an  additional  burden  involving 
program  and  finances  could  severely  hinder  the 
University  at  this  time.  There  is  some  evidence 
already  that  time  and  dollars  spent  promoting  and 
lobbying  for  a medical  school  have  hurt  the  present 
University  program  and  budget. 

In  addition,  I have  strong  reservations  about  the 
form  of  this  legislation  in  that  the  medical  school 
would  come  under  the  jurisdiction  of  the  present 
Board  of  Trustees  of  the  University  of  Maine, 
which  I feel  has  its  hands  full  getting  its  own  financial 
house  in  order. 

(5)  I am  also  advised  that  additional  spaces  are 
available  for  our  medical  students  at  out-of-state  in- 
stitutions and  much  lower  costs  would  be  possible 
utilizing  these  programs.  Statistics  also  show  that 
54.2%  of  Maine  residents  who  graduated  from  the 
University  of  Vermont  School  of  Medicine  under 
the  Regional  Medical  Student  Program  adminis- 
tered by  the  New  England  Board  of  Higher  Educa- 
tion, returned  to  Maine  to  practice  medicine  during 
the  years  from  1958  to  1973.  Our  research  also  in- 
dicates that  proponents  either  did  not  understand, 
or  failed  to  recognize  and  report  this  fact,  plus  evi- 
dence that  the  University  of  Vermont  and  other 
medical  schools  will  now  be  able  to  accept  more 
Maine  students.  Ironically,  and  unfortunately, 
Maine's  gain  in  this  regard  is  Massachusetts’  loss 
as  these  additional  openings  reportedly  are  pri- 
marily attributable  to  that  state's  financial  problems 
which  were  caused  in  part  when  costs  associated 
with  the  University  of  Massachusetts  Medical 
School  mushroomed  beyond  the  cost  projections 
promulgated  by  those  who  promoted  the  School. 
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This  is  because  Massachusetts  has  indicated  that 
due  to  their  financial  crisis  and  cost  over-runs  on 
their  medical  school,  they  are  going  to  have  to  use 
funds  to  support  their  medical  school  as  contrasted 
with  supporting  students  in  other  medical  schools. 

Even  though  I am  vetoing  this  measure,  I pledge: 

(A)  To  conduct  an  intensive  campaign  to  attract 
and  retain  doctors  in  Maine. 

(B)  To  attempt  to  locate  resources  to  subsidize 
doctors  and  other  health  care  professionals  in  our 
rural  areas. 

(C)  To  proceed  immediately  with  New  Hamp- 
shire and  Vermont  to  explore  the  possibility  of  de- 
veloping a regional  medical  school  facility  and  pro- 
gram. 

(D)  To  continue  efforts  already  started  to  get 
doctors  to  move  to  Maine's  rural  areas  from  other 
states.  I have  already  made  initial  contact  w ith  med- 
ical schools  and  the  Maine  Medical  Association  in 


this  regard. 

(E)  We  should  also  explore  the  possibility  of  ask- 
ing one  of  our  fine  private  institutions  to  develop  a 
medical  education  program.  This  would  protect  the 
University  from  further  erosion  of  its  undergraduate 
efforts  and  also  give  the  taxpayers  the  advantage  of 
the  greater  budgetary  scrutiny  which  occurs  in  the 
private  college  sector  which  contrasts  with  the  ten- 
dency of  a state  university  to  go  to  the  taxpayers 
whenever  they  make  a mistake  or  need  more  money. 

While  realizing  that  many  members  supported  the 
medical  school  legislation  in  good  faith,  for  the 
above  reasons  I again  respectfully  ask  that  my  veto 
be  sustained. 

Very  truly  yours, 
JAMES  B.  LONGLEY 
Governor 

JBL:bh 
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where  authority  can  be  delegated,  these  people  im- 
prove the  quality  of  care  immediately.  With  under- 
standing of  their  role  by  themselves  and  the  super- 


vising Physicians,  there  is  little  likelihood  that  any 
abuses  will  occur. 

Bridgton  Family  Medical  Center,  Bridgton,  Maine  04009 


Endorsed  by  the  Maine  Medical  Association 


Noyes  & Chapman 

General  Insurance 

One  Monument  Square 
Portland,  Maine 
772-2841 


SPECIALIST  IN  MALPRACTICE  INSURANCE 


Serving  Maine  doctors  in  all  forms  of  insurance  for  over  100  years 


LAWRENCE  D.  CHAPMAN 


EDWARD  D.  NOYES  III 


VOLUME  66.  SEPTEMBER  1975 


23  9 


xonz 


tilt,  i 


Summary  of  1975  Annual  Meeting  of  the 
M.M.A.  House  of  Delegates 
June  14,  15  and  16,  1975  at  Rockport,  Maine 


The  122nd  annual  session  of  the  M.M.A.  House 
of  Delegates  was  held  at  the  Treadway-Samoset 
Resort  in  Rockport,  Maine,  with  a registered  at- 
tendance of  seventy-six  delegates  and  alternates, 
and  thirty-nine  guests.  The  first  session  was  held  on 
Saturday  at  2:00  P.M.,  the  second  session  on  Sun- 
day at  2:00  P.M.,  and  the  third  on  Monday  at  4:45 
P.M.  John  B.  Madigan,  M.D.,  President  of  the 
M.M.A. , called  to  order  the  meetings  of  the  House, 
which  were  presided  over  by  George  W.  Bostwick, 
M.D.,  Speaker  of  the  House. 

Election  of  Speaker  and  Vice  Speaker  of  the  House 
of  Delegates  for  1975-76  — George  W.  Bostwick, 
M.D.,  was  re-elected  Speaker  of  the  House,  and 
Richard  M.  Swengel,  M.D.,  Vice  Speaker  of  the 
House. 

Budget  for  1976  — The  reference  committee  rec- 
ommended that  the  Budget,  as  presented  be  ap- 
proved, with  the  added  recommendation  that  the 
Executive  Committee  go  over  it,  line  by  line,  giving 
an  especially  hard  look  at  The  Journal , and  this  was 
voted.  The  Executive  Committee  will  report  back 
to  the  House  of  Delegates,  hopefully  in  December. 

Supplemental  Budget  — The  reference  committee 
recommended  that  dues  be  set  at  $200  per  member 
(in  order  to  hire  additional  personnel),  and  that  the 
Executive  Committee  be  empowered  to  levy  $100 
per  member  for  the  acquisition  of  new  office  space 
and  equipment  for  the  M.M.A.  There  was  con- 
siderable discussion  on  the  assessment.  A vote  was 
taken  on  raising  the  dues  to  $200,  beginning  on  Jan- 
uary 1,  1976.  A majority  were  in  favor,  with  only  2 
dissenting  votes,  and  the  motion  carried.  A motion 
was  made  to  authorize  the  Executive  Committee  to 
issue  an  assessment,  up  to  $100  per  member,  for  the 
purposes  of  capital  improvement  if  there  is  a need 
for  it,  and  the  motion  was  approved,  with  8 dissent- 
ing votes. 

Committee  on  Nominations  — A slate  was  pre- 
sented in  April  at  the  Interim  Meeting  of  the  House 
of  Delegates  and  at  this  meeting  for  vote,  and  the 
following  officers  elected: 


President-Elect 
Richard  C.  Leek,  M.D. 

Executive  Committee 
2nd  District  — Douglas  R.  Hill,  M.D. 

4th  District  — Richard  T.  Chamberlin,  M.D. 
9th  District  — Benoit  Ouellette,  M.D. 

Dr.  John  W.  Wickenden  of  Rockland  was  elected 
tocomplete  Dr.  Leek’s  term  on  the  Executive  Com- 
mittee for  the  3rd  District. 

AM  A Delegate 
Robert  E.  McAfee,  M.D. 

AM  A Alternate  Delegate 
Brinton  T.  Darlington.  M.D. 

The  Standing  Committees,  as  recommended  by 
the  Committee  on  Nominations,  were  approved, 
with  the  exception  of  the  Ethics  and  Discipline 
Committee  (final  decision  on  the  makeup  of  this 
committee  to  be  made  by  the  Executive  Commit- 
tee). Dr.  Warren  Baldwin  of  Portland  was  suggested 
for  the  Peer  Review  Committee. 

Reports  (not  included  in  the  House  of  Delegates' 
folder ) - 

Executive  Director  — In  executive  session.  Dr. 
Hanley  spoke  to  the  delegates  on  the  subjects  of 
Utilization  of  medical  and  hospital  services,  prob- 
lems of  ethics  and  discipline,  fees  and  medical  mal- 
practice insurance  in  Maine. 

Diabetes  — Dr.  Melvin  Bacon.  Chairman,  read  a 
lengthy  report.  The  House  voted  acceptance  of  this 
report  and  copies  are  available  from  Dr.  Bacon  or 
the  M.M.A.  office. 

Printed  reports  not  requiring  action  (resolutions 
from  committees  appear  elsewhere  in  this  sum- 
mary), and  accepted  for  information  were  as  fol- 
lows: Committees  — Allied  Health  Professions, 
Amy  W.  Pinkham  Fund,  Conservation  of  Vision, 
AMA-ERE.  Maternal  & Child  Welfare.  Medicine 
& Religion.  School  Health,  Emergency  Medical 
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Service  and  Computer  Utilization  in  Medical  Prac- 
tice; Reports  of  Secretary-Treasurer,  President  of 
the  Woman’s  Auxiliary,  Executive  Committee 
members.  Delegates  to  Out-of-State  Medical  So- 
ciety meetings. 

Resolutions 

Malpractice  — Submitted  by  Penobscot  County, 
a substitute  resolution  was  presented  by  the  Refer- 
ence Committee  and  approved  as  follows: 

WHEREAS,  there  has  been  a significant  rise 
in  the  premium  rates  for  medical  malpractice  in- 
surance and  a recent  crisis  of  availability  in 
Maine,  and 

WHEREAS,  these  costs  add  significantly  to 
the  increased  cost  of  patient  care,  and 

WHEREAS,  the  medical  malpractice  crisis 
threatens  to  impair  the  physician-patient  relation- 
ship, 

BE  IT  RESOLVED  that  the  Maine  Medical 
Association: 

1.  Endorses  the  establishment  of  a Medical 
Malpractice  Commission  for  Maine.  The 
Association  stands  prepared  to  cooperate 
in  the  Commission's  effort  to  examine  the 
medical  malpractice  liability  problem  and 
to  assist  in  the  development  of  remedial 
legislation  effecting  appropriate  changes 
in  Maine  law.  This  legislation  should  as- 
sure the  equitable  compromise  of  all  con- 
flicting interests  and  guarantee  the  avail- 
ability of  malpractice  insurance  at  rea- 
sonable rate. 

2.  Establish  a Patient  Injury  Prevention 
Committee  to  collect  the  necessary  data, 
identify  the  causes  of  all  patient  injuries 
and  to  recommend  programs  and  methods 
to  reduce  them  to  a minimum. 

Automated  Financial  Services  — The  original 
resolution  was  submitted  by  the  Committee  on 
Computer  Utilization  in  Medical  Practice  and  the 
following  substitute  resolution  presented  by  the 
Reference  Committee,  was  approved: 

WHEREAS  the  administrative  demands  of 
medical  practice  are  an  increasing  burden  to 
Maine  Physicians, 

THEREFORE  BE  IT  RESOLVED  that  the 
MMA  support  the  Committee  on  Computer  Ap- 
plications in  evaluating  and  encouraging  auto- 
mated financial  services. 

Fluoridation  — Presented  by  the  Reference  Com- 
mittee, at  the  request  of  the  Committee  on  Maternal 
& Child  Welfare,  the  following  resolution  was  ap- 
proved: 

WHEREAS  studies  have  shown  that  fluorida- 


tion of  water  reduces  the  incidence  of  teeth  decay 
and  has  the  support  of  the  American  Medical 
Association  and  American  Dental  Association, 

THEREFORE  BE  IT  RESOLVED  that  the 
M.M.A.  reaffirms  its  support  and  encourages 
action  on  Fluoridation  of  all  public  water  supplies 
in  the  State,  and 

THEREFORE  BE  IT  FURTHER  RE- 
SOLVED that  a copy  of  this  resolution  be  sent  to 
the  president  of  the  M.D.A.,  Commissioner, 
Dept,  of  Health,  Education  and  Welfare,  and 
County  Medical  Societies. 

Neonatal  Intensive  Care  Center  — This  resolution 
from  the  Committee  on  Maternal  and  Child  Wel- 
fare, resolving  that  the  M.M.A.  “compliments  the 
Maine  Medical  Center  on  the  development  and  con- 
tinued improvement  of  the  neonatal  intensive  care 
center  at  the  Maine  Medical  Center.”  was  rejected. 
T his  was  the  reference  committee's  recommenda- 
tion because  they  felt  it  was  unnecessary  to  spend 
time  on  such  a resolution. 

Nutritionist  for  the  Dept,  of  Health  and  Welfare  — 

This  resolution  was  also  presented  by  the  Commit- 
tee on  Maternal  and  Child  Welfare.  It  asked  that 
the  M.M.A.  recommend  “that  the  Department  of 
Health  and  Welfare  employ  a nutritionist  to  fill  the 
vacancy  on  its  staff."  The  Reference  Committee 
felt  they  did  not  have  enough  information  to  go  on 
and  recommended  that  this  be  referred  back  to  the 
Committee  for  further  study  and  recommendations 
and  this  was  so  voted. 

School  Health  — This  resolution  was  prepared  by 
the  Reference  Committee,  as  suggested  by  the 
School  Health  Committee  in  its  report,  and  ap- 
proved as  follows: 

WHEREAS  Health  Education  is  vital  to  any 
school's  education  curriculum, 

BE  IT  RESOLVED  that  the  M.M.A.  con- 
tinues its  support  of  the  School  Health  Commit- 
tee in  its  effort  of  promoting  health  education 
through  its  cooperation  with  State  and  local  com- 
mittees, and 

BE  IT  FURTHER  RESOLVED  that  a copy 
of  this  resolution  be  sent  to  the  Commissioner, 
Department  of  Education  and  Culture  Services, 
and  to  the  Division  of  Public  Health  Nursing. 

Report  of  Reference  Committees  — Recommenda- 
tions (not  listed  elsewhere  in  this  summary),  as  ap- 
proved by  the  House  of  Delegates,  are  as  follows: 

Burn  Committee  — The  report  was  approved, 
with  an  added  expression  of  support  of  the  House 
of  Delegates  in  the  Committee  continuing  its 
present  efforts. 

Mental  Health  Committee  (revised  report)  — 
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The  recommendations  that  paragraphs  1,  2,  3 & 
5 of  the  report  be  filed  for  reference  was  approved. 
It  was  suggested  and  approved  that  paragraph  4, 
and  paragraph  6 (sections  a,  b & c)  be  referred 
back  to  the  Committee  for  specific  recommenda- 
tions to  be  made  to  the  M.M.A.  Executive  Com- 
mittee. Paragraph  6 (section  d)  was  approved. 

Committee  on  Care  of  the  Disadvantaged  — A 
request  from  the  Chairman  of  this  Committee  that 
the  name  be  changed  to  the  Committee  on  Rural 
Medicine  was  presented  by  the  Reference  Com- 
mittee and  defeated.  A further  motion  that  the 
Executive  Committee  be  instructed  to  see  that 
bylaw  amendments  are  presented  next  year  to 
change  the  name  of  this  committee  to  the  Com- 
mittee on  Urban  and  Rural  Health  was  also  de- 
feated. 

Continuing  Education  Committee  — A rec- 
ommendation that  the  written  report,  and  the  sup- 
plemental oral  report  be  accepted,  with  approba- 
tion for  the  work  done  by  the  Committee,  was 
approved. 

Peer  Review  Committee  — The  written  report, 
and  supplemental  oral  report,  as  recommended 
by  the  reference  committee,  was  approved  with 
commendation. 

Bylaws  Committee  — This  lengthy  report, 
which  was  initially  presented  to  the  House  of 
Delegates  at  its  April  meeting,  was  approved  as 
presented,  with  considerable  discussion  on  the 
part  dealing  with  the  Committee  on  Nominations. 
Revised  bylaws  for  the  M.M.A.  will  be  printed, 
and  a copy  sent  to  each  member  of  the  Associa- 
tion. 

Report  of  Executive  Committee  Chairman  — 

The  written  report  was  accepted.  Dr.  Leek  added 
that  the  resolution  presented  to  the  House  of 
Delegates  in  April  by  the  York  County  Medical 
Society,  asking  that  the  M.M.A.  publish  a legis- 
lative newsletter,  was  discussed  at  length  by  the 
Executive  Committee.  No  funding  mechanism 
accompanied  the  resolution,  as  is  now  required, 
and  the  Executive  Committee  felt  the  newsletter 
would  be  too  costly  to  be  done  now.  Androscog- 
gin County  has  what  it  feels  is  an  effective 
mechanism  for  disseminating  legislative  informa- 
tion to  their  members  that  is  sent  out  from  the 
M.M.A.  The  Executive  Committee’s  recom- 
mendation was  that  other  counties  also  be 
responsible  for  disseminating  legislative  material 
to  their  members,  and  this  was  approved  by  the 
House  of  Delegates. 

Maine  Blue  Cross  and  Blue  Shield  Award  of  Ap- 
preciation — The  award  this  year  went  to  Dr.  John 
F.  Gibbons  of  Portland. 

A.  H.  Robins  Community  Service  Award  — The 


Community  Service  Award  for  1975  was  presented 
to  Dr.  Robert  F.  MacBride  of  Lubec. 

Out-of-State  Delegates  — The  following  delegates 
spoke  briefly  of  the  major  problems  in  their  respec- 
tive states  and  extended  greetings:  Dr.  Bernard  O. 
Nemoitin,  Connecticut:  Dr.  Frank  Kennedy,  II, 
New  Hampshire;  Dr.  Russell  Hager,  Rhode  Island; 
Dr.  John  P.  Byrne,  Massachusetts;  and  Dr.  Harry 
M.  Rowe  of  Vermont. 

Award  by  Continuing  Education  Committee  — Dr. 

Richard  T.  Chamberlin,  Chairman,  reported  that  an 
Accreditation  Program  for  CME  has  been  devel- 
oped by  this  Committee  and  it  has  been  accepted  by 
the  AMA  so  that  all  accrediting  work  done  within 
the  State  carries  full  weight  of  Category  I for  four 
years.  Dr.  Donald  Marshall  accepted  the  CME 
Award  in  behalf  of  the  Maine  Medical  Center  — 
the  first  institution  to  be  surveyed  by  the  M.M.A. 
Committee. 

Reporting  of  Infectious  Diseases  — Dr.  Peter 
Leadley,  Director  of  the  State  Bureau  of  Health, 
showed  some  slides  that  represented  planning  being 
done  for  the  reporting  of  infectious  diseases,  and 
asked  the  delegates  to  take  this  information  back 
to  their  county  societies.  He  outlined  the  current 
reporting  mechanism  being  proposed,  the  reporting 
forms  to  be  used,  etc.  Further  information  will  be 
sent  in  the  mail  to  all  the  county  societies  from  Dr. 
Leadley’s  office. 

Special  Memberships  — The  recommendations 
for  special  memberships  were  approved. 

Medical  School  for  Maine  — Following  recess  of 
the  Saturday  meeting  of  the  House  of  Delegates, 
Governor  James  B.  Longley  met  with  the  delegates 
to  discuss  the  Medical  School  for  Maine  bill  which 
is  waiting  on  his  desk  for  his  signature  or  his  veto. 
The  Governor's  initial  comments  were  that  he  was 
not  going  to  leave  a deficit  for  his  children  and 
nothing  is  free.  What  is  the  real  cost  of  a medical 
school  for  Maine,  where  is  the  money  going  to  come 
from,  and  is  it  the  best  way  to  spend  our  money  in 
rural  health?  The  Governor  believes  we  can  solve 
the  problems  of  rural  health,  but  he's  not  sure  the 
medical  school  is  the  only  way.  The  discussion  with 
Governor  Longley  lasted  about  an  hour,  with  phy- 
sicians giving  their  personal  thoughts  on  why  the  bill 
should  or  should  not  be  given  approval. 

At  Sunday's  meeting  of  the  House  of  Delegates, 
Dr.  Donald  Robertson  of  Milbridge  reported  that  a 
committee  was  formed  this  a.m.,  consisting  of  Drs. 
John  Woodcock,  George  Bostwick,  Linus  Stitham, 
John  Madigan,  Robert  MacBride,  Charles  Hanni- 
gan,  Louis  Bove  and  himself  — because  they  felt  the 


242 


THE  JOURNAL  <>l  THE  MAINE  MEDICAL  ASSOCIATION 


physicians  should  he  willing  to  raise  $10().()(X)  mini- 
mum to  advance  the  idea  of  a medical  school.  In  2 
hours  the  committee  received  pledges  of  $ IS. 000  and 
the  committee  will  he  soliciting  more  pledges  from 
the  members  — which  they  hope  will  give  them 
some  leverage  to  approach  the  legislators  with  a re- 
quest that  a veto  of  the  medical  school  he  over- 
ridden, if  the  Governor  decides  to  veto  the  hill.  If 
no  medical  school  develops,  the  pledges  will  not  he 
called.  Dr.  Robertson  added.  Another  meeting  of 
the  House  of  Delegates  was  suggested  for  Monday 
to  discuss  the  Medical  School  for  Maine  — regard- 
less of  whether  the  Governor  decides  to  sign  the  hill 
or  veto  it  — and  a motion  was  made  to  this  effect 
and  approved. 

At  the  time  of  Monday's  session  of  the  House,  it 
still  was  not  known  what  the  Governor's  decision 
was  in  regard  to  the  Medical  School  bill.  Dr.  Leek 
chaired  this  meeting  and  asked  for  a discussion  on 
what  action  the  Association  should  take  to  group 
present  programs  of  medical  education  — particular- 
ly if  the  medical  school  hill  is  vetoed.  Discussions 
were  held  earlier  today  with  those  physicians  in- 
volved with  the  Family  Practice  residency  pro- 
grams in  Maine,  and  it  was  the  general  feeling  that 
13  FP  residency  graduates  a year  are  needed  to  keep 
close  to  the  attrition  rate  in  Maine.  It  is  strongly  felt 
by  those  involved  with  the  residency  programs  that 
medical  school  affiliation  is  needed  1)  to  get  ac- 
creditation of  these  programs  and  2)  to  get  funds  for 
these  programs.  Some  feeling  was  expressed  that 
support  of  FP  residency  programs  couldn't  be  given 
in  place  of  a medical  school,  and  it  was  also  sug- 
gested that  rather  than  accept  an  alternative  to  a 
medical  school  now,  that  efforts  for  the  school  could 


be  made  another  year  in  the  legislature.  After  con- 
siderable discussion,  a motion  was  made  to  refer  this 
subject  to  the  Executive  Committee  for  study  and  to 
make  recommendations,  with  the  impetus  that  we 
are  to  push  forward  for  a medical  school.  This  was 
approved. 

P.L.  93-641  — National  Health  Planning  and  Re- 
sources Development  Act  of  1974:  Dr.  Robert 
Andrews  asked  for  a discussion  of  this  Act,  and 
asked  that  the  possibility  be  considered  of  the 
M.M.A.  applying  for  designation  as  the  Health 
Systems  Agency  in  the  State.  Dr.  Hanley  stated 
that  at  the  April  meeting  of  the  House,  we  were  in- 
structed to  assist  with  the  development  of  a HSA, 
and  two  meetings  have  been  held  of  the  various 
health  groups  in  the  State.  It  was  discovered  that 
there  is  a concerted  effort  on  behalf  of  certain  groups 
for  creating  another  H.S.  Agency  in  the  State.  We 
are  now  trying  to  get  the  two  groups  together  as  one, 
for  the  development  of  one  Health  Systems  Agency 
for  the  State. 

Stenographic  Record  — A summary  of  the  pro- 
ceedings of  the  House  of  Delegates  is  being  sent  to 
the  county  presidents,  and  to  the  members  of  the 
House  of  Delegates.  (The  complete  report  is  on  file 
in  the  Association’s  office  in  Brunswick,  where  it  is 
available  to  any  member  of  the  Association.) 

The  meeting  was  recessed  at  4:00  P.M.  on  Satur- 
day. June  14;  at  6:00  P.M.  on  Sunday.  June  15,  and 
adjourned  at  5:45  P.M.  on  Monday,  June  16. 

Patricia  A.  Bergeron 
Secretary-T reasurer,  M .M .A . 
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physicians  were  compared  with  those  of  879,884 
white  men  in  the  general  population. 

Up  until  the  age  of  65,  there  were  no  significant 
differences  for  age  of  death  between  the  two  groups. 


For  physicians  who  reached  the  age  of  65,  there  is 
an  increased  life  expectancy. 


3327  Rockfield  Dr..  S..  Wilmington,  Delaware  19810 
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President 


Maine  Medical  Association 
1975-1976 


Euclid  M.  Hanbury,  Jr.,  m.d. 


Euclid  M.  Hanbury,  Jr.,  M.D.  of  Belfast,  Maine  became  the  126th  President  of  the  Maine  Medical 
Association  at  the  122nd  annual  session  banquet  on  June  16,  1975.  He  has  represented  his  District  on  the 
Executive  Committee  of  the  Maine  Medical  Association  since  1971.  He  has,  additionally,  served  on  the 
M.M.A.  Peer  Review  Committee  since  its  formation  in  1971,  and  on  the  Health  Finance  Committee  for  two 
years,  1973-1975,  serving  as  chairman  the  last  year. 

Dr.  Hanbury  was  bom  in  Portsmouth,  Virginia  on  February  14,  1927,  son  of  Euclid  M.  and  Blanche  C. 
Hanbury.  He  attended  Virginia  Military  Institute  in  1943-44,  Hampden-Sydney  College  in  1947.  Duke 
University  in  1948  and  received  his  medical  degree  from  the  University  of  Virginia  Medical  School  in  1952. 
He  interned  in  medicine  and  surgery  at  the  Royal  Victoria  Hospital  in  Montreal  from  1952  to  1953,  was  a 
Special  Fellow  in  Medicine  and  Resident  Fellow  in  Thyroid  Physiology  at  the  Sloan-Kettering  Institute  in 
New  York  from  1953  to  1954,  was  Assistant  Resident  and  Research  Fellow  in  Surgery  at  the  University  of 
Virginia  Hospital  from  1954  to  1957,  was  a Fellow  in  Surgery  at  the  Lahey  Clinic  in  Boston  from  1957  to  1958. 
and  was  a Senior  Assistant  Resident  (1958-59)  and  Resident  Surgeon  at  the  University  of  Virginia  Hospital 
( 1959-1960).  He  was  also  an  Instructor  in  Surgery  at  the  University  of  Virginia  from  1960  to  1963,  Director  of 
Medical  Education  at  the  Portsmouth  General  Hospital  in  Virginia  from  1963  to  1968,  Director  of  Isotope 
Laboratory  at  the  Portsmouth  General  Hospital  in  Virginia  from  1964  to  1968,  and  Co-director  of  the  Renal 
Dialysis  Unit  at  Portsmouth  General  Hospital  in  Virginia  from  1966  to  1968.  In  1968,  Dr.  Hanbury  relocated 
in  Belfast. 

He  is  certified  by  the  American  Board  of  Surgery  and  is  a member  (and  former  Secretary-Treasurer)  of  the 
Waldo  County  Medical  Society,  the  Maine  Medical  Association,  the  American  Medical  Association,  the 
American  Thyroid  Association,  the  American  Association  for  the  advancement  of  Science  and  the  New 
York  Academy  of  Science. 

He  and  his  wife,  Kathleen,  and  three-year-old  son,  Luke,  reside  in  Bayside,  Maine.  His  extra  medical 
interests  include  choral  music,  sailing  and  flying. 
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Executive  Committee  Members  Elected  at  the 
122nd  Annual  Session  of  the  Maine  Medical  Association 

Rockport,  Maine  June  14-17,  1975 

President 

Euclid  M.  Hanbury,  Jr.,  M.D. 

Belfast 


President-elect 
Richard  C.  Leck,  M.D. 
Bath 


Ninth  District 

Benoit  Ouellette,  M.D. 
Fort  Kent 


Second  District 

Douglas  R.  Hill,  M.D. 
South  Portland 


Delegate  to  AMA 
(Jan.  1,  1976  to  Jan.  1,  1978) 
Robert  E.  McAfee,  M.D. 
Portland 


Third  District 

JOHN  W.  WlCKENDEN,  M.D. 
Rockland 

Fourth  District 

Richard  T.  Chamberlin,  M.D. 
Executive  Committee  Chairman 
Waterville 


Alternate  Delegate  to  AM  A 
(Jan.  1,  1976  to  Jan.  1,  1978) 
Brinton  T.  Darlington,  M.D. 
Augusta 

Speaker  of  the  House 

George  w.  bostwick,  M.D. 
Newcastle 


Dr.  Richard  C.  Leck  was  elected  President-elect.  Dr.  Douglas  R.  Hill  was  re-elected  to  the  Executive 
Committee  (Second  District)  for  a three-year  term.  Dr.  John  W.  Wickenden  of  the  Third  District  was  elected 
to  complete  Dr.  Richard  C.  Leek's  unexpired  term  (1974-1977).  Dr.  Richard  T.  Chamberlin  was  re-elected  to 
the  Executive  Committee  (Fourth  District)  for  a thiee-year  term  and  elected  to  serve  as  Chairman  for 
1975-1976,  and  Dr.  Benoit  Ouellette  was  re-elected  to  the  Executive  Committee  (Ninth  District)  for  a 
three-year  term.  Dr.  Robert  E.  McAfee  was  elected  Delegate  to  the  AMA  and  Dr.  Brinton  T.  Darlington, 
Alternate  Delegate  to  the  AMA.  Dr.  George  W.  Bostwick  was  re-elected  Speaker  of  the  House  of 
Delegates. 

DR.  LECK  of  Bath  was  born  in  Newark,  New  Jersey  on  February  12,  1931,  son  of  Walter  C.  and 
Katharine  T.  C.  Leck.  He  was  graduated  from  the  University  of  Chicago  in  1955  and  received  his  medical 
degree  from  the  University  of  Chicago  School  of  Medicine  in  1959.  Dr.  Leck  interned  at  the  University  of 
Chicago  Clinics  from  1959  to  1960  and  served  a residency  in  Pediatrics  for  two  years.  From  1962  to  1964,  he 
served  in  the  U.S.  Air  Force  as  Captain  and  then  served  a residency  in  Pathology  at  the  University  of 
Colorado  Medical  Center  from  1964  to  1968.  Dr.  Leck  practiced  at  the  St.  Anthony’s  Hospital  in  Rock 
Island,  Illinois  and  the  Moline  Public  Hospital  in  Moline,  Illinois  from  1968  to  1970  when  he  located  in  Bath. 
He  practices  Pathology  in  the  Bath-Brunswick  area. 

He  is  a member  of  the  Lincoln-Sagadahoc  County  Medical  Society,  the  Maine  Medical  Association  and 
the  American  Medical  Association,  and  is  certified  by  the  American  Board  of  Pathology.  Dr.  Leck  has 
served  on  the  M.M.  A.  Executive  Committee  since  June  1972,  and  chairman  for  1974-75.  He  has  also  served 
on  the  Budget  Committee. 

DR.  HILL  of  South  Portland  was  born  in  Portland  on  April  22,  1927,  son  of  Carlos  L.  and  Vivian  L.  Hill. 
He  was  graduated  from  South  Portland  High  School  in  1945,  Bowdoin  College  in  1950,  and  received  his 
medical  degree  from  the  University  of  Rochester  School  of  Medicine  in  1954.  Following  an  internship  and 
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Dr.  Wickenden 
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Dr.  Chamberlin 


residency  at  the  Rhode  Island  Hospital  in  Providence.  Dr.  Hill  began  practice  in  South  Portland.  He  is 
certified  by  the  American  Board  of  Family  Practice.  Dr.  Hill  has  served  on  the  Executive  Committee  since 
1974. 

He  is  a member  of  the  Cumberland  County  Medical  Society  (and  former  President),  the  Maine  Medical 
Association,  the  American  Medical  Association,  and  the  American  Academy  of  Family  Physicians. 

Dr.  Hill,  his  wife  and  children  reside  in  Cape  Elizabeth. 

DR.  WICKENDEN  of  Rockport  was  bom  in  New  Haven,  Connecticut  on  August  16,  1940,  son  of 
Grover  B.  and  Olwen  W.  Wickenden.  He  was  graduated  from  Yale  University  in  1962  and  received  his 
medical  degree  from  Yale  University  School  of  Medicine  in  1966.  Dr.  Wickenden  interned  at  the  San 
Francisco  General  Hospital  from  1966  to  1967,  and  served  a residency  in  Orthopedic  Surgery  at  the  Long 
Beach  Veteran's  Hospital  from  1967  to  1968.  He  served  two  years  as  a Major  in  the  U.S.  Army  Medical 
Corps  at  Fort  Hood  Army  Hospital  in  Texas.  Following  a two-year  residency  in  Orthopedic  Surgery  at  Yale 
University,  he  located  in  Rockland. 

He  is  a member  of  the  Knox  County  Medical  Society,  the  Maine  Medical  Association,  the  American 
Medical  Association,  and  is  an  associate  member  of  the  Maine  Academy  of  Orthopedic  Surgeons  and  a 
candidate  for  membership  as  a Fellow  of  the  American  Academy  of  Orthopaedic  Surgeons. 

Dr.  Wickenden  is  affiliated  with  the  Knox  County  General  Hospital  (Penobscot  Bay  Medical  Center  after 
September  1975),  where  he  is  on  the  Professional  Activities  Committee.  He  is  on  the  consulting  staff 
(Orthopedic  Surgery)  at  the  Waldo  County  General  and  Miles  Memorial  Hospitals. 

His  major  interests  outside  of  Orthopedic  Surgery  are  political:  medical  and  the  Republican  party.  He  is 
Director  of  the  Camden  Y.M.C.A.,  on  the  Development  Committee  of  the  Penobscot  Bay  Medical  Center, 
and  President  of  the  Penobscot  Bay  Physicians'  Building,  Inc.,  a group  of  physicians  who  have  developed  a 
professional  building  adjacent  to  the  Penobscot  Bay  Medical  Center. 

DR.  CHAMBERLIN,  who  resides  in  Clinton  has  served  on  the  M.M.A.  Executive  Committee  since 
1971. 

Dr.  Chamberlin  was  born  in  Randolph,  Vermont  on  October  5,  1930,  son  of  Paul  P.  and  Pauline  L. 
Chamberlin.  He  was  graduated  from  Colby  College  with  a B.A.  degree  in  1952  and  received  his  medical 
degree  from  Tufts  University  School  of  Medicine  in  1956.  Following  an  internship  at  the  Indiana  University 
Hospitals  from  1956  to  1957,  he  served  two  years  in  the  U.S.  Navy  Medical  Corps  as  a Lieutenant.  He  served 
a residency  at  the  Boston  City  Hospital  (Tufts)  from  1959  to  1961  and  the  Boston  V.A.  Hospital.  Jamaica 
Plains  from  1961  to  1962. 

He  was  a Teaching  Fellow  in  Medicine  at  Tufts  from  I960  to  1962;  on  the  Active  Staff,  Internal  Medicine, 
at  the  Thayer  Hospital  and  Seton  Hospital,  and  the  Consultative  Staff  at  the  Central  Maine  Sanatorium  from 
1962  to  1970;  Director  of  Extended  Care  and  Social  Medicine  at  the  Thayer  Hospital  from  1967  to  1969; 
Director  of  Continuing  Medical  Education,  Upper  Kennebec  Valley  from  1969  to  1971 ; Director  of  Continu- 
ing Care  and  Director  of  CME  at  the  Thayer  Hospital  from  April  1971  to  the  present.  Dr.  Chamberlin  has 
been  involved  in  Peer  Review  and  PSRO  in  Maine  from  its  start  and  is  currently  President  of  the  Pine  Tree 
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Dr.  Ouellette 


Dr.  McAeee 
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Organization  for  Professional  Standard  Review,  Inc.  He  also  is  chairman  of  the  M.M.A.  Committee  on 
Continuing  Education  and  the  Peer  Review  Committee. 

He  is  a member  of  the  Kennebec  County  Medical  Association,  the  Maine  Medical  Association  and  the 
American  Medical  Association.  Dr.  Chamberlin  is  also  a member  of  the  Maine  Society  of  Internal  Medicine, 
the  Maine  Thoracic  Society,  the  American  Geriatrics  Society,  the  American  Congress  of  Rehabilitation 
Medicine,  the  American  Thoracic  Society  and  the  American  Society  of  Internal  Medicine.  He  is  on  the 
Board  of  Directors  of  the  Maine  Lung  Association,  the  Kennebec  Valley  Mental  Health  Center,  and  the 
PTOPSRO. 

DR.  OUELLETTE  of  Fort  Kent  was  born  in  Baker  Lake,  New  Brunswick,  Canada  on  June  8,  1925.  He 
was  graduated  from  St.  Joseph  University  in  Moncton,  New  Brunswick  and  received  his  medical  degree  in 
1954  from  Laval  University  Faculty  of  Medicine  in  Quebec.  He  served  in  the  Canadian  Army  Medical  Corps 
in  Canada  and  Europeas  a Captain  from  1954  to  1959,  and  then  located  in  Fort  Kent  where  he  now  practices. 

He  is  a member  and  Secretary  of  the  Aroostook  County  Medical  Society,  a member  of  the  Maine  Medical 
Association,  and  the  New'  Brunswick  Medical  Society.  He  has  represented  the  9th  District  on  the  M.M.A. 
Executive  Committee  since  1973. 

Dr.  Ouellette  is  married  to  the  former  Blanche  Couillard  and  they  have  two  children. 


Reminder  to  M.M.A.  Members 

CONTINUING  MEDICAL  EDUCATION  ACTIVITY  REPORT 

The  bylaws  of  the  Maine  Medical  Association  were  amended  in  June  of  1973 
as  follows:  Chapter  I.  Section  11.  — “Each  member  of  the  Maine  Medical  As- 
sociation shall  be  required  to  report  his  activities  in  continuing  medical  education 
every  year  according  to  a format  provided  by  the  Committee  on  Continuing  Med- 
ical Education.” 

Only  active,  dues-paying  members  are  required  to  report  this  year. 

Please  fill  in  your  activity  report  promptly  and  return  to  the  M.M.A.  office, 
P.O.  Box  250,  Brunswick,  Maine  04011. 
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STANDING  COMMITTEES  — 1975-1976 

Standing  Committees  for  1975-1976  as  proposed  by  the  Committee  on  Nominations  and 
approved  at  the  Second  Meeting  of  the  House  of  Delegates  of  the  Maine  Medical  Association  at 
Rockport,  Maine,  June  15,  1975. 

Council  on  Health  Manpower  and  Education 


Committee  on  Allied  Health  Professions 

George  W.  Hallett.  M.D.,  22  Bramhall  St.,  Portland  04102  (2 
yrs.)  — Chairman 

George  W.  Bostwick,  M.D.,  P.O.  Box  388,  Newcastle  04553  (1 
yr.) 

Christopher  S.  Smith,  M. D.,  P.O.  Box  232,  Farmington 04938  ( 1 

yr.) 

Robert  G.  MacBride,  M.D.,  25  Washington  St.,  Lubec  04652  (3 
yrs.) 

Buell  A.  Miller,  M.  D.,  260  Western  Ave. , So.  Portland  04106  (3 
yrs.) 

Elihu  York,  M.D.,  62  Baribeau  Dr.,  Brunswick  04011  (3  yrs.) 

Committee  on  Continuing  Education 

Richard  T.  Chamberlin,  M.D..  Thayer  Hospital,  Waterville 
04901  (2  yrs.)  — Chairman 

Floyd  B.  Goffin,  M.D.,  56  Baribeau  Dr.,  Brunswick  04011  (1 

yr.) 

Henry  J.  Wheelwright,  M.D.,  Augusta  Gen.  Hospital.  Augusta 
04330  (1  yr.) 


Stanley  E.  Herrick,  Jr.,  M.D..  Veterans  Adm..  Togus  04330  (2 
yrs.) 

James  A.  Edmond,  M.D.,  191  Lincoln  Ave.,  Rumford  04276  (3 
yrs.) 

Committee  on  Recruitment,  Aid  & Placement 

Robert  E.  McAfee,  M . D , 7 Bramhall  St. . Portland  04102  (3  yrs.) 
— Chairman 

C.  Philip  Lape,  M.D.,  R.F.D.  #1,  Orrs  Island  04066  (1  yr.) 
Charles  H.  Lightbody,  M.D.,  No.  Main  St.,  Guilford  04443  (1 
yr.) 

Ferris  S.  Ray.  M.D.,  7 Bramhall  St.,  Portland  04102  (2  yrs.) 
Donald  M.  Robertson,  M .D..  Box  188,  Milbridge  04658  (3  yrs.) 

Committee  on  Scientific  Programs 

Robert  H.  Pawle,  M.D.,251  U.  S.  Rt.  1.  Falmouth  04105  (I  yr.) 
— Chairman 

George  E.  Davis,  M.D.,  111  Webster  St.,  Lewiston  04240  (2 
yrs.) 

Richard  W.  Dow.  M.D..  Box  377,  York  03909  (3  yrs.) 


Council  on  Medical  Services 


Committee  on  Care  of  the  Disadvantaged 

John  J.  Pearson,  M.D.,  100  So.  Main  St.,  Old  Town  04468  (3 
yrs.)  — Chairman 

David  C.  Dixon,  M.D.,  Box  792,  Farmington  04938  (1  yr.) 
Stephen  A.  Sokol,  M.D.,  10  High  St.,  Lewiston  04240(1  yr.) 
Robert  M.  True,  M.D.,  Maine  Medical  Center.  Portland  04102 
(2  yrs.) 

Russell  A.  Morissette,  M.D.,  185  Webster  St..  Lewiston  04240 
(3  yrs.) 

Committee  on  Emergency  Medical  Service 
John  W.  Towne,  M.D.,  325C  Kennedy  Mem.  Dr.,  Waterville 
04901  (3  yrs.)  — Chairman 

Winford  C.  Adams,  M.D.,  14  Starlight  Dr..  Brewer04412  ( 1 yr.) 
Owen  O.  Dow,  M.D.,  Box  388.  Longwood  Dr.,  Kennebunk 
04043  (I  yr. ) 

Edward  K.  Morse,  M.D.,22  White  St.,  Rockland  04841  (2  yrs.) 
William  Spear,  M.D.,  R.F.D.  #2,  Sabattus  04280  (2  yrs.) 

John  F.  Egan,  M.D.,  810  Penobscot  St..  Rumford  04276  (3  yrs.) 
Frank  H.  Lawrence.  M.D.,  22  Bramhall  St.,  Portland  04102  (3 
yrs.) 

Pamela  P.  Bensen,  M.D.,  St.  Mary’s  Gen.  Hosp.,  Lewiston 
04240  (3  yrs.) 

Committee  on  Government  Health  Activities 

John  H.  Steeves,  M.D.,  Rt.  #3,  Skowhegan  04976  (1  yr.)  — 
Chairman 

Linus  J.  Stitham,  M.D.,  50  Main  St..  Dover- Foxcroft  04426  (I 

yr.) 

Raymond  E.  Culver,  M.D.,325  Kennedy  Mem.  Dr.,  Waterville 
04901  (2  yrs.) 


Anthony  J.  Horstman.  M.D.,  McKown  St.,  Boothbay  Harbor 
04538  (2  yrs.) 

Samson  Fisher.  M.D.,  26 College  Ave..  Waterville 04901  (3  yrs.) 

Committee  on  Health  Care  Financing 

Charles  H.  Lightbody,  M.D.,  No.  Main  St..  Guilford  04443  (1 
yr.)  — (Piscataquis)  — Chairman 
Euclid  M.  Hanbury.  Jr..  M.D..  Medical  Bldg..  Belfast  04915  ( 1 
yr.)  — (Waldo) 

Ferris  S.  Ray.  M.D..  7 Bramhall  St.,  Portland  04102  (1  yr. ) — 
(Cumberland) 

Francis  A.  Winchenbach.  M.D..  910  Washington  St.,  Bath 
04530  (I  yr.)  — (Lincoln-Sagadahoc) 

Gaetano  T.  Fiorica,  M.D.,  12  Church  St..  Chisholm  04222  (2 
yrs.)  — (Franklin) 

Eugene  J.  Gorayeb,  M.D..  82  Maine  Ave.,  Rumford  04276  (2 
yrs.)  — (Oxford) 

Edward  J.  Hughes,  M.D.,  336  Mt.  Hope  Ave..  Bangor  04401  (2 
yrs.)  — (Penobscot) 

John  Kazutow.  M. D. . Box  113,  Columbia  Falls  04623  (2  yrs.)  — 
(Washington) 

Harland  G.  Turner,  \1.  D. . Box  38.  Norridgewock  04957  (2  yrs.) 

— (Somerset) 

Stanley  C.  Beckerman,  M.D.,  175  Silver  St.,  Waterville 04901  (3 
yrs.)  — (Kennebec) 

Charles  W.  Steele.  M.D..  472  Main  St..  Lewiston  04240  (3  yrs.) 
— (Androscoggin) 

(3  yrs.)  — (Aroostook) 

(3  yrs.)  — (Hancock) 

Peter  R.  Shrier,  M.  D. . 87  I imerock  St.,  Rockland  0484 1 (3  yrs.) 

— (Knox) 
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Conner  Nl.  Moore,  M.D..  Pine  Ridge  Rd.,  Saco04072  (3  yrs.)  — 
( Y ork ) 

Members  of  the  Advisory  Committee  to  the  Committee 
on  Health  Care  Financing 

Maine  Society  of  Anesthesiology  — George  W Bostwick. 

M.D.,  P.O.  Box  388.  Newcastle  04553 
Maine  Chapter,  American  Academy  of  Family  Physicians  — A. 

Dewey  Richards,  M.D.,  489  State  St.,  Bangor  04401 
Maine  Society  of  Obstetrics  and  Gynecology  — E.  Allan 
McLean,  M.D..  29  Deering  St.,  Portland  04101 
Maine  Chapter,  American  Academy  of  Pediatrics  — Everett  A. 

Orbeton,  M.D..  131  Chadwick  St.,  Portland  04102 
Maine  Society  of  Internal  Medicine  (Includes  Medical  Specialty 
Group)  — Albert  Aranson,  M.D.,  Maine  Medical  Center. 
Portland  04102 

Section  on  Ophthalmology  of  the  MMA  — Jay  k.  Osier.  M.D., 
74  Birch  St..  Bangor  04401 

Maine  Radiological  Society  — John  F.  Gibbons,  M.D.,  22 
Bramhall  St..  Portland  04102 

Maine  Chapter.  American  College  of  Surgeons  — John  F. 

Reynolds.  M.D., 325  Kennedy  Mem.  Dr..  Waterville 04901 
Ear,  Nose  and  Throat  Group  — l oring  W.  Pratt,  M.D.,  325 
Kennedy  Mem.  Dr..  Waterville  04901 
Maine  Society  of  Pathologists  — Franklin  F.  Ferguson,  M.D., 
22  Bramhall  St..  Portland  04102 
Maine  Neurosurgical  Society  — Daniel  A.  Rock.  M.D.,  477 
Main  St..  Lewiston  04240 

Maine  Trauma  Committee  — H . Carl  Amrein.  M.  D. . 29  Weston 
Ave..  Madison  04950 

Maine  Psychiatric  Association  — Aldo  F.  Llorente.  M.D..  56 
Baribeau  Dr.,  Brunswick  0401 1 

Maine  Academy  of  Orthopedic  Surgeons  — Allan  J.  Stinchfield. 
M.D.,  P.O.  Box  343,  Augusta  04330 


Committee  on  Hospital  Association  Liaison 

John  F.  Ciibbons,  M.D.,  22  Bramhall  St..  Portland  04102  (3  yrs.) 
— Chairman 

Joseph  J.  Hiebel,  M.D.,  179  Main  St.,  Waterville  04901  (I  yr.) 

Herbert  J.  Wright,  M.D.,  45  Golder  St..  Lewiston  04240(2  yrs.) 

Committee  on  Peer  Review 
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Robert  F.  Ficker,  M.D.,  Maine  St.,  kennebunkport  04046  (1 
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Floyd  B.  Goffin.  M.D.,  56  Baribeau  Dr.,  Brunswick  04011  (1 
yr.) 

Hans  A.  Holzwarth.  M.D.,  336  Mt.  Hope  Ave..  Bangor 04401  ( 1 
yr.) 

George  F.  Sager.  M.D.,  7 Bramhall  St.,  Portland  04102  (I  yr.) 
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Earle  M.  Davis,  M.D.,  325  Kennedy  Mem.  Dr.,  Waterville 
04901  (3  yrs.) 
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Maine  Blue  Cross  and  Blue  Shield  News 


YOU  CAN  GO  HOME  NOW 

Maine  Blue  Cross  and  Blue  Shield  has  been  offering  to  pay  physicians 
and  other  health  care  practitioners  for  care  of  a patient  in  his  home  since  1972. 
The  home  health  care  program  offers  an  extensive  range  of  benefits  to  sub- 
scribers. The  fact  that  personal  care  and  home  environment  supportive  ser- 
vices, as  well  as  medical  services,  are  frequently  needed  for  the  care  of 
individuals  in  their  homes,  presented  a difficult  challenge  in  the  structuring  of 
a cost  effective  program.  The  Coordinated  Home  Health  Care  Program  as  it  is 
being  offered  here  in  Maine  meets  this  challenge. 

Home  health  care  services  refers  to  an  extensive  range  of  physician- 
directed  professional,  technical,  and  related  medical  and  personal  care  ser- 
vices which  are  delivered  to  patients  in  their  places  of  residence  on  a visiting 
basis. 

Home  care  services  are  provided  for  the  purpose  of  implementing  a plan 
of  treatment  established  for  a patient’s  care  and  maintenance  in  his  home. 

The  Blue  Cross  Coordinated  Home  Health  Care  program  was  estab- 
lished as  a cost  containment  mechanism.  It  is  offered  to  Blue  Cross  subscrib- 
ers in  lieu  of  hospitalization.  Patients  that  would  require  more  inpatient  days 
are  discharged  with  the  doctor’s  permission  to  receive  care  in  their  homes. 
The  intent  is  to  free  hospital  beds  for  those  patients  which  require  more 
intensive  care  and  to  create  dollar  savings  by  paying  for  services  rendered 
without  the  room  and  board  costs. 

Home  health  care  services  covered  by  the  Blue  Cross  contract  can 
include  but  are  not  limited  to:  nursing,  physical  therapy,  respiratory  therapy, 
speech  therapy,  occupational  therapy,  medical-social  service,  nutritional  gui- 
dance, home  health  aide  services,  diagnostic  (lab  & x-ray)  services,  medical 
supplies  and  equipment,  drugs,  and  ambulance  services. 

The  Blue  Shield  participation  in  this  project  includes  payment  for  the 
physician’s  visits  for  patient  home  care  management,  either  a home  or  office 
visit. 

A home  care  agency  can  be  a valuable  community  resource  for  a physi- 
cian practitioner.  It  can  facilitate  the  availability  of  many  services  and  provide 
him  with  support  in  the  care  of  his  home  patient. 

For  more  information  about  home  care  in  your  area,  contact  your  Pro- 
vider and  Professional  Relations  Administrator  at  Maine  Blue  Cross  and  Blue 
Shield,  110  Free  Street,  Portland,  Maine  04101. 
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ALLBEE  vMlC  Scrapbook 
of  Vitamin  Facts  & Fallacies 


The  Indian  fruit-eating  bat.  almost  all  monkeys,  man  and  the 
guinea  pig  are  the  only  mammals  whose  bodies  lack  an  enzyme 
needed  to  synthesize  ascorbic  acid  from  glucose1  Hence  they 
must  obtain  their  vitamin  C from  exogenous  sources 


De  Joinville  writing  about  a 1 3th  century  crusade  reported  that 
barber  surgeons  had  to  cut  away  the  dead  flesh  from  the  gums 
to  enable  people  to  masticate  their  food:  The  disease  he 
described  was  probably  scurvy 


The  outer  leaves  of  cabbage  and  brussels  sprouts  contain  more 
vitamin  C than  the  heads.  Yet.  ironically,  these  are  often  trimmed 
away  by  the  grocer  to  improve  appearance  and  enhance  sales 
appeal!  Many  housewives  trim  them  even  more  before  cooking1 


Available  on  your 
prescription  or 
recommendation 

AlUEEvltC 

High  Potency 
B-Complex  and 
Vitamin  C 
Formula 


AllbeewithC 

MULTIVITAMINS 


Each  capsule  contains 
Thiamine  mononitrate  (B.)  15  mg  1500* 
Riboflavin  (Bi)  10  mg  S3« 

Pyridonne  hydrochloride  (B.)5  mg  * 
Niacinamide  50  mg  W' 

Calcium  pantothenate  10  mg  ", 
Ascorbic  acid  (Vitamin  C)  300  mg  1000' 


30  CAPSULES 


Don  natal! 


hyoscyamine  sulfate 
atropine  sulfate 
hyoscine  hydrobromide 
phenobarbital 
(warning:  may  be  habit  forming) 


each  tablet, 
capsule  or  5 cc. 
teaspoonful 
of  elixir 
(23%  .'ill  til  Hill 

I)  103/  mg 
0 0194  mg 
0 0065  mg 


each 
Donnatal 
No  2 

n m i/  mg 
0 0194  mg 
0 0065  mg 


each 
F xtenlab 
0 3111  mg 
0 0582  mg 
0 0195  mg 


(Kgr)  16  2 mg  (Hgr.)32.4mg  (Mgr)48.6mg 


Brief  summary.  Adverse  Reactions  Blurring  of  vision,  dry  mouth 
difficult  urination,  and  flushing  or  dryness  of  the  skin  may  occur  on 
higher  dosage  levels,  rarely  on  usual  dosage  Contraindications 
Glaucoma-  renal  or  hepatic  disease;  obstructive  uropathy  (for  ex- 
ample, bladder  neck  obstruction  due  to  prostatic  hypertrophy)  or 
hypersensitivity  to  any  of  the  ingredients 

A H Robins  Company  Richmond  Virginia  23220 
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State  of  Maine 


Dean  H.  Fisher,  M.D. 

COMMISSIONER 


Department  of  Health  and  Welfare 


Recommendation  of  the  Public  Health 
Service  Advisory  Committee  on 
Immunization  Practices 

Rabies  Prophylaxis 


INTRODUCTION 

Although  human  rabies  is  rare  in  the  United 
States,  thousands  of  persons  receive  rabies  pro- 
phylaxis each  year.  Management  of  those  who  pos- 
sibly have  been  exposed  to  rabies  infection  is  of 
paramount  importance.  The  following  is  a current 
interpretation  both  of  the  risk  of  infection  and  the 
efficacy  of  treatment.  It  incorporates  many  basic 
concepts  of  the  World  Health  Organization  Expert 
Committee  on  Rabies. 

The  problem  of  w hether  or  not  to  immunize  those 
bitten,  scratched,  or  otherwise  exposed  to  rabies  by 
animals  suspected  of  being  infectious  is  a perplexing 
one  for  physicians.  All  available  methods  of  sys- 
temic treatment  are  complicated  by  instances  of  ad- 
verse reactions,  a few  of  which  have  resulted  in 
death  or  permanent  disability.  Furthermore,  deci- 
sions on  management  must  be  made  immediately, 
because  the  longer  treatment  is  postponed,  the  less 
likely  it  is  to  be  effective. 

Data  on  the  efficacy  of  active  and  passive  im- 
munization after  rabies  exposure  have  come  princi- 
pally from  studies  in  animals.  Because  rabies  has 
occasionally  developed  in  humans  who  had  re- 
ceived antirabies  prophylaxis,  the  data  have  been 
questioned.  Evidence  from  laboratory  and  field  ex- 
perience in  many  areas  of  the  world,  however,  in- 
dicates that  post-exposure  prophylaxis  is  usually 
effective  when  appropriately  used. 

Rabies  in  the  United  States 

Rabies  in  humans  has  decreased  from  an  average 
of  22  cases  per  year  in  1946-50  to  only  1 or  2 cases 
per  year  since  1963.  Rabies  in  domestic  animals  has 
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diminished  similarly.  In  1946,  for  example,  there 
were  more  than  8,000  cases  of  rabies  in  dogs,  com- 
pared with  230  in  1971.  Thus,  the  likelihood  of 
humans  being  exposed  to  rabies  by  domestic  ani- 
mals has  decreased  greatly;  although  bites  by  dogs 
and  cats  continue  to  be  responsible  for  the  over- 
whelming majority  of  antirabies  treatments. 

In  contrast,  the  disease  in  wildlife  — especially 
skunks,  foxes,  raccoons,  and  bats  — has  become  in- 
creasingly prominent  in  recent  years,  accounting  for 
more  than  70  percent  of  all  reported  cases  of  animal 
rabies  in  1971 . Wild  animals  constitute  the  most  im- 
portant source  of  infection  of  man  and  domestic 
animals  in  the  United  States  today.  In  1971,  only  a 
single  State  reported  no  wildlife  rabies. 

Antirabies  Treatment  in  the  United  States 

More  than  30.000  persons  receive  post-exposure 
antirabies  treatment  each  year.  However,  there  is 
no  information  on  the  number  of  persons  actually 
exposed  to  rabid  animals. 

In  the  United  States,  nervous  tissue  origin  rabies 
vaccine  of  the  Semple  type  (NTV)  was  used  al- 
most exclusively  until  1957,  when  duck  embryo 
origin  vaccine  (DEV)  was  licensed.  More  than  90 
percent  of  those  who  received  rabies  prophylaxis  in 
the  United  States  in  1971  were  given  DEV. 

RABIES  VACCINES 
Duck  Embryo  Vaccine  (DEV) 

Prepared  from  embryonated  duck  eggs  infected 
with  a fixed  virus  and  inactivated  with  beta-propio- 
lactone. 

Nervous  Tissue  Vaccine  (NTV) 

Prepared  from  rabbit  brain  infected  with  a fixed 
virus  and  inactivated  with  phenol  (Semple  type)  or 
inactivated  with  ultraviolet  irradiation. 
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Antigenicity  of  Vaccines 

The  antigenicity  of  NTV  is  often  higher  than  that 
of  DEV  when  tested  in  experimental  animals.  How- 
ever, all  lots  of  both  vaccines  must  pass  minimum 
potency  tests  established  by  the  Division  of  Bio- 
logies Standards.  There  is  evidence  that  the  serum 
antibody  response  in  humans  is  detectable  sooner 
with  DEV,  but  the  eventual  level  of  response  is 
frequently  higher  with  NTV. 

Effectiveness  of  Vaccines  in  Humans 

In  the  United  States,  comparative  effectiveness 
of  vaccines  can  be  judged  only  by  reported  failures. 
During  the  years  1957  through  1971  when  both  vac- 
cines were  available,  there  were  6 rabies  deaths 
among  the  125,000  NTV-treated  persons  ( 1 :20,800) 
and  12  among  the  310,000  treated  with  DEV  (1: 
25,800). 

Reactions 

Erythema,  pruritus,  pain,  and  tenderness  at  the 
site  of  inoculation  are  common  with  both  DEV  and 
NTV.  Systemic  responses,  including  low-grade 
fever  or  rarely  shock,  may  occasionally  occur  late  in 
the  course  of  therapy  with  either  vaccine,  usually 
after  5-8  doses.  In  rare  instances,  serious  reactions 
have  occurred  after  the  first  dose  of  DEV  or  NTV, 
particularly  in  persons  previously  sensitized  with 
vaccines  containing  avian  or  rabbit  brain  tissue. 

Neuroparalytic  reactions  occur  rarely  with  DE  V . 
They  much  more  frequently  follow  NTV,  especial- 
ly after  repeated  courses  of  treatment  with  this 
preparation. 

Choice  of  Vaccine 

Treatment-failure  rates  for  the  2 vaccines  are  not 
significantly  different;  therefore,  the  lower  inci- 
dence of  central  nervous  system  reactions  with 
DEV  makes  it  preferable  to  NTV. 

RATIONALE  OF  TREATMENT 

Every  exposure  to  possible  rabies  infection  must  be 
individually  evaluated. 

In  the  United  States,  the  following  factors  should 
be  considered  before  specific  antirabies  treatment  is 
initiated: 

Species  of  Biting  Animal 

Carnivorous  animals  (especially  skunks,  foxes, 
coyotes,  raccoons,  dogs,  and  cats)  and  bats  are 
more  likely  to  be  infective  than  other  animals.  Bites 
of  rabbits,  squirrels,  chipmunks,  rats,  and  mice,  sel- 
dom, if  ever,  call  for  rabies  prophylaxis. 

Circumstances  of  Biting  Incident 

An  UNPROVOKED  attack  is  more  likely  to 
mean  that  the  animal  is  rabid.  ( Bites  during  attempts 
to  feed  or  handle  an  apparently  healthy  animal 
should  generally  be  regarded  as  PROVOKED.) 


Type  of  Exposure 

Rabies  is  transmitted  by  inoculation  of  infectious 
saliva  through  the  skin.  Thus,  the  likelihood  that 
rabies  infection  will  result  from  exposure  to  a rabid 
animal  varies  with  the  nature  and  extent  of  the  ex- 
posure. Two  categories  of  exposure  should  be  con- 
sidered: 

Bite  wounds:  any  penetration  of  the  skin  by  teeth. 

Non-bite  wounds:  scratches,  abrasions,  or  open 
wounds. 

Vaccination  Status  of  Biting  Animal 

A properly  immunized  animal  has  only  a minimal 
chance  of  developing  rabies  and  transmitting  the 
virus. 

Presence  of  Rabies  in  Region 

If  adequate  laboratory  and  field  records  indicate 
that  there  is  no  rabies  infection  in  a domestic  species 
within  a given  region,  local  health  officials  are  justi- 
fied in  considering  this  in  recommendations  on  anti- 
rabies treatment  following  a bite  by  that  particular 
species. 

MANAGEMENT  OF  BITING  ANIMALS 

A healthy  domestic  dog  or  cat  that  bites  a person 
should  be  captured,  confined,  and  observed  by  a 
veterinarian  for  10  days.  (The  commonly  used  5-7 
day  observation  period  may  not  always  be  ade- 
quate.) Any  illness  in  the  animal  should  be  reported 
immediately  to  the  local  health  department. 

If  the  dog  or  cat  develops  signs  suggestive  of 
rabies,  the  animal  should  be  sacrified  and  the  head 
removed  and  shipped  under  refrigeration  to  a quali- 
fied laboratory  designated  by  the  local  or  State 
health  department  for  examination. 

Early  signs  of  rabies  in  wild  or  stray  animals  can- 
not be  interpreted  reliably;  therefore,  any  such 
animal  that  bites  or  scratches  a person  should  be 
killed  at  once  (without  unnecessary  damage  to  the 
headland  the  brain  examined  for  evidence  of  rabies. 

If  examination  of  the  brain  by  fluorescent  anti- 
body technique  is  negative  for  rabies,  the  bitten 
person  need  not  be  treated. 

LOCAL  TREATMENT  OF  WOUNDS 

Immediate  and  thorough  local  treatment  of  all  bite 
wounds  and  scratches  is  perhaps  the  most  effective 
means  of  preventing  rabies.  Experimentally,  the  in- 
cidence of  rabies  in  animals  can  be  markedly  re- 
duced by  local  therapy  alone. 

First-Aid  Treatment  to  be  Carried  Out  Immediately 

Copious  flushing  with  soap  and  water. 

Treatment  By  or  Under  Direction  of  Physician 

I.  Thorough  flushing  and  cleansing  into  the 
wound  with  soap  solution.  Quaternary  ammonium 
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POST- EXPOSURE  AN  Tl  RABIES  GUIDE 


The  following  recommendations  are  only  a guide.  I hey  should  be  used  in  conjunction  with  knowledge  of  the 
animal  species  involved,  circumstances  of  the  bite  or  other  exposure,  vaccination  status  of  the  animal,  and 
nresence  of  rabies  in  the  region. 


Animal  and  Its  Condition 

Treatment 

Species 

Condition  at  Time 

Kind  of  Exposure 

of  Attack 

Bite* 

Non-Bite* 

Skunk 

Wild 

Fox 

Raccoon 

Bat 

Regard  as  Rabid 

S + V' 

S + V' 

-- 

Dog 

Healthy 

None2 

None2 

o 

Escaped  ( unknown ) 

S + V 

V' 

— 

Cat 

Rabid 

S + Vi 

S + V' 

Other 

Consider  individually 

See  “Rationale  of  Treatment" 

* See  lest  definitions 
V Rabies  Vaccine 
S Vntirabies  Serum 

1 Discontinue  vaccine  if  fluorescent  antibody  tl  A)  tests  ot  animal  killed  at  time  ot  attack  are  negative 

2 Begin  S + V at  first  sign  of  rabies  in  biting  dog  or  cat  during  holding  period  ( ID  days) 

3 14  Doses  of  Dl  V 


compounds  may  also  be  used.* 

2.  If  antirabies  serum  is  indicated.  (See  Passive 
Immunization),  up  to  one-half  of  the  total  dose 
should  be  thoroughly  infiltrated  around  the  wound. 
As  in  all  instances  when  horse  serum  is  to  be  used, 
a careful  history  should  be  taken  and  tests  for  hyper- 
sensitivity performed. 

3.  Tetanus  prophylaxis  and  measures  to  control 
bacterial  infection,  as  indicated. 

POST-EXPOSURE  PROPHYLAXIS 
The  following  recommendations  are  intended  only 
as  a guide.  They  may  be  modified  according  to  knowl- 
edge of  the  species  of  biting  animal,  circumstances 
surrounding  the  biting  incident,  vaccination  status  of 
the  animal,  and  presence  of  rabies  in  the  region. 

Active  Immunization 

Vaccine  without  serum:  14  daily  injections  of  the 
vaccine  in  the  dose  recommended  by  the  manufac- 
turer. 

Vaccine  with  serum:  When  serum  is  used,  21  doses 
of  vaccine  are  recommended.  These  may  be  given 

*Such  as  Zephiran  (Benzyl  ammonium  chloride).  All  traces  of 
soap  should  be  removed  before  applying  quaternary  ammonium 
compounds  because  soap  neutralizes  their  activity. 


as  2 1 daily  doses  or  14  doses  in  the  first  7 days  (either 
as  2 separate  injections  or  a double  dose),  and  then 
7 daily  doses.  Two  booster  doses,  the  first  10  days 
and  the  second  at  least  20  days  after  completion  of 
the  primary  course,  are  necessary  to  assure  lasting 
protection. 

Precautions:  Vaccine  should  be  given  subcutane- 
ously in  the  abdomen,  lower  back,  or  lateral  aspect 
of  thighs;  rotation  of  sites  is  recommended.  Local 
reactions  are  common  and  do  not  contraindicate 
continuing  treatment. 

When  rabies  vaccine  must  be  given  to  a person 
with  a history  of  hypersensitivity,  especially  to 
avian  or  rabbit  tissues,  antihistaminic  drugs  may  be 
given.  Epinephrine  is  indicated  in  reactions  of  the 
anaphylactoid  type.  If  serious  allergic  manifesta- 
tions preclude  continuation  of  prophylaxis  with  one 
vaccine,  the  other  may  be  used. 

If  meningeal  or  neuroparalytic  reactions  develop, 
vaccine  treatment  should  be  discontinued  alto- 
gether. Corticosteroids  may  interfere  with  develop- 
ment of  active  immunity  and  should  only  be  used  to 
treat  neuroparalytic  reactions. 

Passive  Immunization 

Hyperimmune  serum  has  proved  effective  in 
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preventing  rabies.  Its  use  in  combination  with  vac- 
cine is  considered  the  best  post  exposure  prophy- 
laxis. Human  hyperimmune  rabies  immune  globulin 
is  now  available  and  is  the  treatment  of  choice  when 
serum  therapy  is  required.  Because  horse  serum 
has  induced  serum  sickness  in  at  least  20  percent  of 
those  who  have  received  it,  it  should  be  used  only 
when  indicated.  Horse  serum  may  be  indicated 
when  unusual  delays  would  occur  in  obtaining  the 
human  immune  globulin.* 

Hyperimmune  serum  is  recommended  for  ALL 
BITES  by  animals  in  which  rabies  cannot  be  ex- 
cluded and  for  non-bite  exposure  to  animals  proven 
or  suspect  to  be  rabid  (see  accompanying  guide). 
When  indicated,  antirabies  serum  should  be  used 
regardless  of  the  interval  between  exposure  and 
treatment. 

The  recommended  dose  of  equine  antirabies 
serum  is  40  IU/kg,  i.e.,  approximately  20  IU/lb  or 
1000  IU  (1  vial)/55  pounds.  Up  to  50  percent  of  the 
antiserum  should  be  used  to  infiltrate  the  wound  and 
the  rest  administered  intramuscularly.  As  previous- 
ly noted,  when  using  serum,  a careful  history  must 
be  obtained  and  appropriate  tests  for  hypersensi- 
tivity performed. 

PRE-EXPOSURE  PROPHYLAXIS 

The  relatively  low  frequency  of  reactions  to  DEV 
has  made  it  practical  to  offer  pre-exposure  immuni- 
zation to  persons  in  high-risk  groups:  veterinarians, 
animal  handlers,  certain  laboratory  workers,  and  in- 
dividuals, especially  children,  living  in  areas  of  the 
world  where  rabies  is  a constant  threat.  Others 
whose  vocational  or  avocational  pursuits  result  in 
frequent  contact  with  dogs,  cats,  foxes,  skunks,  or 
bats  should  also  be  considered  for  pre-exposure  pro- 
phylaxis. 

Two  1.0  ml  injections  of  DEV  given  subcutane- 
ously in  the  deltoid  area  1 month  apart  should  be  fol- 
lowed by  a third  dose  6-7  months  after  the  second 
dose.  This  series  of  3 injections  can  be  expected  to 
produce  neutralizing  antibody  in  80-90  percent  of 
vaccines  by  1 month  after  the  third  dose. 

For  more  rapid  immunization,  3 injections  of 
DEV,  1 .0  ml  each,  should  be  given  at  weekly  inter- 
vals with  a fourth  dose  3 months  later.  This  schedule 
elicits  an  antibody  response  in  about  80  percent  of 

*Note:  This  paragraph  has  been  revised  from  the  original  by  the 
Maine  State  Department  of  Health  and  Welfare. 


the  vaccinees. 

All  who  receive  the  pre-exposure  vaccination 
should  have  serum  tested  for  neutralizing  antibody 
3-4  weeks  after  the  last  injection.  Tests  for  rabies 
antibody  can  be  arranged  by  State  health  depart- 
ment laboratories.  If  no  antibody  is  detected, 
booster  doses  should  be  given  until  a response  is 
demonstrated.  Persons  with  continuing  exposure 
should  receive  1.0  ml  boosters  every  2-3  years. 

When  an  immunized  person  with  previously  dem- 
onstrated rabies  antibody  is  bitten  by  a rabid  animal, 
it  is  suggested  that  he  receive  5 daily  doses  of  vac- 
cine plus  a booster  dose  20  days  later.  Antirabies 
serum  is  not  necessary  in  this  case  and,  in  fact, 
might  inhibit  a rapid  anamnestic  response.  For  non- 
bite exposures,  an  immunized  person  with  antibody 
needs  only  a single  dose  of  vaccine.  If  it  is  not 
known  whether  an  exposed  person  ever  had  anti- 
body, the  complete  post-exposure  antirabies  treat- 
ment should  be  given. 

ACCIDENTAL  INOCULATIONS  WITH 
LIVE  RABIES  VIRUS  VACCINE 

Persons  inadvertently  inoculated  with  the  Flury 
strain  vaccine  are  not  considered  at  risk,  and  anti- 
rabies prophylaxis  is  not  indicated.  No  information 
is  available  by  which  to  judge  risk  from  accidental 
inoculation  of  other  attenuated  strains  in  veterinary 
use. 
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County  Society  Notes 

Cumberland 

The  annual  meeting  of  the  Cumberland  County  Medical  Soci- 
ety was  held  on  May  15,  1975  at  the  Red  Coach  Grill.  There  were 
89  members  present. 

A motion  to  omit  the  reading  of  the  minutes  was  seconded  and 
approved.  The  treasurer's  report  was  accepted. 

A letter  from  the  Secretary  of  the  Department  of  Health  and 
Welfare  concerning  the  acceptance  of  a PSRO  organization  was 
read. 

Reports  from  committees  on  Medical  Careers,  Medical  Legal 
Liaison.  Malpractice.  Utilization  Review.  Professional  Ethics, 
Health  Insurance  and  Peer  Review  were  accepted. 

A resolution  of  the  death  of  Dr.  William  Casey  was  spread 
upon  the  records  of  the  Society. 

Following  this,  the  report  of  the  Nominating  Committee  was 
presented.  The  subsequent  balloting  produced  these  results: 
President:  Dr  Robert  E.  McAfee.  Portland 
Vice-President:  Dr.  Walter  B Goldfarb,  Portland 
Secretary-Treasurer:  Dr.  Wesley  J.  English.  Portland 
Professional  Ethics  Committee:  Dr.  Alphonse  Telfeian,  Port- 
land 

Executive  Committee:  Dr.  Philip  G.  Whitney.  Portland 
Delegates  to  the  M.M.A.  House  of  Delegates:  Drs  Robert 
w Agan.  John  R.  Davy,  Carl  S.  Jackson.  Stuart  W. 
McGuire.  David  L.  Adams.  Thomas  M.  Ashby,  Donald  P. 
Cole.  Bernard  Givertz.  Walter  B Goldfarb.  William  L. 
MacVane.  Jr.  and  Stephen  E.  Monaghan,  all  of  Portland: 
Fredericks.  Lamed. Cape  Elizabeth: and  Robert  H.  Pawle, 
Falmouth.  Alternates:  Drs.  Louis  A.  Ciampi.  Patrick  A. 
Dowling.  Andrew  P.  Iverson.  Jr.,  John  D.  kilgallen. 
Thomas  A Martin,  Jr..  Irving  J.  Poliner.  William  J.  Hall. 
III.  John  E.  knowles,  Bruce  D.  Nelson  and  Stanley  B 
Sylvester,  all  of  Portland;  Martin  A.  Barron.  Jr.  and  Theo- 
dore J.  Hallee.  both  of  Cape  Elizabeth:  and  Alfred  E.  Swett. 
North  Windham 

Dr.  Douglas  R.  Hill  presented  President  Stan  Sylvester  with  a 
complimentary  gavel  and  thanked  him  for  his  many  years  of 
service  to  the  Society. 

Dr.  Sylvester  introduced  our  guest  speaker.  Dr.  John  B 
Madigan.  President  of  the  Maine  Medical  Association,  who 
presented  many  timely  and  interesting  ideas. 

A motion  to  endorse  the  Telmed  program  presented  by  Dr. 
Michael  Taylor  was  passed. 

Dr.  Douglas  R.  Hill  then  presented  the  Maine  Medical  As- 
sociation budget  for  next  year  which  would  permit  expansion  of 
the  Society's  functions.  He  also  explained  the  need  for  a pro- 
posed increase  in  the  State  dues.  A motion  to  instruct  the  dele- 
gates to  support  these  proposals  at  the  annual  House  of  Dele- 
gates Meeting  in  June  was  passed. 

Dr.  Wesley  J.  English  presented  more  information  concerning 
a screening  clinic  in  Freeport.  Follow  ing  lengthy  discussion,  the 
program  was  accepted  as  presented. 

Dr.  Benjamin  Zolov  expressed  concern  over  the  scheduling  of 
the  Maine  Medical  Association  meeting  at  the  same  time  as  the 
American  Medical  Association.  Many  members  echoed  the 
same  feelings. 

Dr.  Thomas  A.  Martin.  Sr.  indicated  the  urgent  need  for  a ball 
game-beer  party  event  in  the  near  future. 

Dr.  Stephen  E.  Monaghan  will  introduce  a motion  to  change 
the  meetings  of  the  delegates  from  weekends  to  weekdays  at  the 
June  meeting  in  Rockport. 

There  being  no  further  business  to  transact,  the  meeting  was 
adjourned  at  10:15  p.m. 

Alfred  E.  Swett,  M.D..  Secretary 


The  Pain  Phone 

When  a telephone  prescription  for  pain  relief 
is  necessary  or  convenient,  you  can  call  in  your 
order  for  Empirin  Compound  with  Codeine  in 
45  of  the  50  states!  That  includes  No.  4,  which 
provides  a full  grain  oicodeine  for  more  intense, 
acute  pain. 


’The  exceptions: 

Alaska,  Arizona,  Maine, 
Oregon,  Rhode  Island,  and 
the  District  of  Columbia 


^EMPIRIN 

COMPOUND 

c CODEINE 

No.  4 codeine  phosphate* 
(64.8  mg]  gr  1 

No.  3 codeine  phosphate* 
(32.4  mg}gr  V2 


Each  tablet  also  contains  aspirin 
gr  3V2,  phenacetin  gr  21/2, 
caffeine  gr  V2. 

* Warning-may  be  habit-forming. 


/Burroughs  Wellcome  Co. 

Research  Triangle  Park 
North  Carolina  27709 


Postage  due 
is  a postage  don’t. 


Postage  due  is  a 
thing  of  the  past. 
From  now  on,  if  you 
send  us  claims 
without  enough 
postage,  they  may 
never  get  to  us. 
Instead,  they  may 
either  be  returned  to 
you  or  sent  to  the 
dead  letter  office. 

This  could  cause  a 
significant  number  of 
lost  claims  and 
delays.  The  people 
most  affected  will  be 
you  and  your 
patient.  And  if  the 
two  of  you  aren’t 
happy,  we’re  not 
either. 


So  please  make 
sure  your  claims 
mail  is  going  out 
with  the  correct 
postage.  A postage 
meter  scale  can 
help.  A legible 
return  address  on 
every  envelope  can 
help,  too. 

We  process  your 
claims  as  fast  as  we 
possibly  can.  It’s 
unfortunate  when 
we’re  all  held  up  by 
some  missing  ten 
cent  stamps. 


Maine  Blue  Cross  and  Blue  Shield 

110  FREE  STREET,  PORTLAND,  MAINE  04101 
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Health  Care  Delivery  in  Maine  II: 
Conditions  Explaining  Hospital  Admission 

John  E.  Wennberg,  M.D.*  Alan  Gittelsohn,  Ph.D.**  and  David  Soule! 


The  incidence  of  surgery  has  been  shown  to  vary 
extensively  among  Hospital  Service  Areas  in 
Maine,1  a finding  consistent  with  previous  studies 
of  patterns  of  use  of  surgery  among  neighboring 
communities!'6  In  the  present  study,  our  purpose  is 
to  examine  the  incidence  of  hospitalization  and  bed 
use  according  to  the  conditions  explaining  hospital 
admission  and  to  consider  the  significance  of  our 
findings  for  hospital  facility  planning.  Data  are  pre- 
sented comparing  hospitalization  rates  among  the 
populations  of  the  five  Maine  Comprehensive 
Health  Planning  Regions  and  among  their  constitu- 
ent Hospital  Service  Areas  (HSAs).  The  dif- 
ferences among  Planning  Regions  in  hospital  use 
for  treating  patients  with  conditions  belonging  to  13 
major  International  Classification  of  Disease 
(ICDA)  groups  are  studied.  For  patients  with  dis- 
eases of  the  respiratory  system,  we  show  the  spe- 
cific conditions  assigned  as  the  cause  of  hospital 
admission. 

Our  results  show  little  difference  among  Planning 
Regions  in  use  of  hospital  for  patients  with  con- 
genital anomalies  and  for  conditions  associated 
with  pregnancy.  However,  for  illnesses  of  the  res- 
piratory tract,  for  infectious  and  parasitic  illnesses 
and  for  ill  defined  conditions  or  symptoms,  the 
range  of  differences  among  the  Planning  Regions  in 
use  of  hospitals  is  greater  than  two-fold.  For  several 
common,  nonsurgical  illnesses  of  the  respiratory 

*Assistant  Professor  of  Social  and  Preventive  Medicine  and 
Senior  Associate,  Harvard  Center  for  Community  Health  and 
Medical  Care. 

**Professor  of  Biostatistics,  Johns  Hopkins  School  of  Hygiene 
and  Public  Health. 

tData  Analyst.  Maine  Health  Data  Service. 

Supported  in  part  by  Maine  Regional  Medical  Program 
(Grant  #5G03  RM  000054-06A3). 


tract,  the  range  in  incidence  rates  is  more  than  five- 
fold, a variability  greater  than  that  for  tonsillec- 
tomy. The  variety  of  use  of  hospitals  for  many  com- 
mon medical  and  surgical  conditions  indicates  the 
importance  of  taking  population-based  data  on  pa- 
tient mix  into  account  in  interpreting  the  need  of 
communities  for  expansion  of  their  bed  supply. 

Methods 

The  methods  of  measuring  per  capita  use  of  hos- 
pital care  are  presented  in  the  first  article  of  this 
series.1  A discharge  abstract  for  each  patient  ad- 
mitted to  any  Maine  hospital  in  1973  provides  infor- 
mation on  diagnoses,  procedures  and  patient  char- 
acteristics, including  town  of  residence.  Utilization 
rates  are  computed  for  HSAs,  which  are  groups  of 
adjacent  Maine  towns  around  given  facilities,  and 
for  the  five  Maine  Comprehensive  Health  Planning 
Regions  based  on  total  residential  use  of  health 
services,  irrespective  of  whether  care  was  obtained 
in  or  out  of  the  local  area  or  planning  region.  The 
latter  include  the  Southern  Maine,  Tri-County, 
Kennebec  Valley,  Northeast,  and  Aroostook  re- 
gions. The  locations  of  the  five  Maine  Compre- 
hensive Health  Planning  Regions  and  42  Maine 
Hospital  Service  Areas  are  shown  in  Figure  1.  Ap- 
pendix Table  1 lists,  for  each  Comprehensive 
Health  Planning  Region,  the  populations  and  num- 
ber of  hospital  beds  of  its  constituent  HSAs. 

The  condition  causing  hospitalization  is  entered 
on  the  discharge  abstract  as  the  “principal  diag- 
nosis” and  is  defined  as  “the  condition,  determined 
after  study,  that  occasioned  the  patient’s  admission 
to  the  hospital.”7  The  frequencies  of  use  by  all 
Maine  hospitals  of  each  of  13  major  ICDA  groups 
are  presented  in  Appendix  Table  2.  Diseases  of 
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Appendix  Table  1 


Figure  1.  Showing  the  5 Maine  Comprehensive  Health  Planning 
Regions  and  the  42  Hospital  Service  Areas. 


the  respiratory  system  are  examined  in  more  detail 
in  Appendix  Table  3.  Twelve  groups  of  respiratory 
conditions  are  based  on  the  acute  or  chronic  nature 
of  the  condition,  the  site  of  the  illness  within  the  res- 
piratory tract  and  diagnostic  specificity.  The  1CDA 
codes  within  each  subgroup  of  respiratory  condi- 
tions and  their  frequency  of  use  are  presented  be- 
low. 

We  measure  the  average  daily  number  of  beds 
occupied  by  patients  per  1000  population  by  divid- 
ing the  patient  rate  by  365.  The  patient  day  rate  is 
the  number  of  days  the  residents  of  an  area  spend  in 
the  hospital  annually  per  1000  persons  at  risk. 
Among  the  areas,  the  average  number  of  beds  oc- 
cupied by  the  population  is  studied  for  the  same 
groupings  of  1CDA  codes  used  in  the  study  of  inci- 
dence of  causes  of  hospitalization.  The  incidence 
and  patient  day  rates  used  in  the  study  have  been 
age  adjusted  to  the  total  Maine  population  to  reduce 
the  effect  of  population  differences  in  age  structure 
as  a contributor  to  differences  among  areas.  For  the 
types  of  utilization  rates  studied,  a number  of  areas 
are  significantly  higher  or  lower  than  the  State 
average  by  chi  square  tests.  Of  greater  interest  is  the 
extent  to  which  areas  differ  which  we  indicate  by 


Population  and  Number  of  Hospital  Beds,  Maine 
Comprehensive  Health  Planning  Regions  and 
Constituent  Hospital  Service  Areas 

Regions  and  Areas 

1970 

Population 

N umber  of 
Beds  (1973) 

Comprehensive  Health  Planning 
Regions 

Southern  Maine  Comprehensive 
Health  Planning  Region 

362848 

1665 

Hospital  Service  Areas 
Bath 

16578 

92 

Belfast 

12399 

58 

Biddeford 

47603 

135 

Boothbay  Harbor 

5156 

36 

Bridgton 

8922 

34 

Brunswick1 

30702 

134 

Camden 

5491 

33 

Damariscotta 

6029 

42 

Portland3 

170879 

893 

Rockland' 

28043 

87 

Sanford 

20908 

82 

York 

10138 

39 

Tri-County  Comprehensive  Health 
Planning  Region 

153099 

690 

Hospital  Service  Areas 
Farmington 

21345 

49 

Lewiston1 

95551 

503 

Norway 

10986 

41 

Rumford 

25217 

97 

Kennebec  Valley  Comprehensive 
Health  Planning  Region 

149112 

757 

Hospital  Service  Areas 
Augusta-Gardiner1 

61146 

225 

Jackman 

1151 

8 

Pittsfield 

11298 

31 

Skowhegan 

23877 

92 

Waterville2 

51640 

401 

Northeast  Comprehensive  Health 
Planning  Region 

206799 

945 

Hospital  Service  Areas 
Bangor2 

104591 

494 

Bar  Harbor 

8708 

67 

Blue  Hill 

7172 

24 

Calais 

9848 

71 

Castine 

1080 

16 

Dexter 

6981 

19 

Dover-Foxcroft 

8638 

32 

Eastport 

2867 

14 

Ellsworth 

13043 

64 

Greenville 

2763 

24 

Lincoln 

11525 

30 

Machias 

13358 

38 

Millinocket 

11977 

34 

Milo 

4248 

18 

Aroostook  Comprehensive  Health 
Planning  Region 

87201 

472 

Hospital  Service  Areas 
Caribou 

12716 

73 

Fort  Fairfield 

5552 

65 

Fort  Kent 

19442 

70 

Houlton 

15793 

119 

Island  Falls 

4399 

21 

Presque  Isle1 

24816 

94 

Van  Buren 

4483 

30 

'HSA  contains  2 hospitals 
2HSA  contains  3 hospitals 
3HSA  contains  4 hospitals 
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Appendix  Table  2 


Frequency  of  Conditions  Causing 
Major  Systems  of  Disease;  All 

Hospitalization,  Grouped 
Maine  Hospitals  1973 

Number  of 

Percent  of 

Diagnosis  G roup 

ICDA -8  Total  Discharges 

Alt  Discharges 

Digestive  System 

520-577 

20383 

12.97 

Respiratory  System 

460-519 

19893 

12.66 

Circulatory  System 

390-458 

19192 

12.21 

Pregnancy.  Delivery,  and  Puerperium 

630-678 

17932 

11.07 

Genitourinary  System 

580-629 

15913 

10.13 

Accidents,  Injuries,  and  Violence 

800-999 

15689 

9.98 

Nervous 

290-389 

1 1698 

7.44 

Neoplasm 

140-239 

10275 

6.54 

Skin  and  Subcutaneous  Tissue 

680-738 

8986 

5.72 

Symptoms  and  Ill-Defined  Conditions 

780-7% 

7213 

4.59 

Endocrine,  Nutritional,  and  Metabolic 

240-289 

4327 

2.75 

Infective  and  Parasitic 

000-136 

4294 

2.73 

Congenital  Abnormalities 

740-779 

1838 

1.17 

All  Conditions 

000-999 

157085 

100.00 

the  coefficient  of  variation.  It  is  obtained  by  dividing 
the  standard  deviation  of  the  rates  over  areas  by  the 
mean  and  expressing  the  ratio  as  a percent.  The  co- 
efficient provides  an  index  of  variability  in  the  ob- 
served rates.  The  range  between  highest  and  lowest 
rates  also  is  used  as  a measure  of  variability. 

Results 

Variations  in  Incidence  of  Hospitalization 
Among  and  Within  Planning  Regions.  Substantial 
differences  exist  in  the  incidence  of  hospitalization 
among  the  Planning  Regions  (Table  1).  In  the 
Aroostook  and  Kennebec  regions,  discharged  are 
23%  and  21%  higher  than  the  State  average  while 
the  Southern  Maine,  Northeast  and  Tri-County 
regions  have  rates  lower  than  the  State  average  by 
8%,  7%,  and  3%  respectively.  Comparing  the  high- 
est and  the  lowest  Comprehensive  Health  Planning 
Regions,  35%  more  discharges  per  capita  occurred 
in  the  Aroostook  Planning  Region  in  1973  than  in 
the  Southern  Maine  Planning  Region.  For  the  Hos- 
pital Service  Areas  within  the  five  Planning  Re- 
gions, the  rates  of  hospitalization  show  greater  var- 
iation than  between  the  Planning  Regions  them- 
selves (Table  1).  The  smallest  range  of  difference 
is  1.43  fold  in  the  Tri-County  region;  the  largest  is 
1.96  fold  in  the  Northeast  Planning  Region.  While 
the  coefficient  of  variation  among  Planning  Regions 
is  15.6%,  the  intra-regional  coefficients  range  from 
15%  to  22%. 

The  results  indicate  that  differences  in  hospitali- 
zation practices  within  the  HSAs  of  a Planning 
Region  are  greater  than  those  among  the  regions 
themselves.  Population  size  for  the  area  and  dif- 
ferences among  HSAs  in  rate  of  use  of  hospitals  lo- 
cated outside  of  Maine  may  contribute  to  greater 
variation  among  HSAs  than  among  the  larger  re- 
gions, but  we  believe  these  effects  are  not  the  major 
reason  for  the  observed  differences.  The  effect  of 
small  population  size  has  been  reduced  by  excluding 


areas  with  less  than  4,000  residents  from  the 
analysis.  Based  on  State  average  rates,  the  ex- 
pected number  of  cases  in  the  smallest  HSA  is  775. 
None  of  the  lowest  ranked  HSAs  are  located  on 
the  New  Hampshire  border. 

Incidence  of  Hospitalization  by  Major  1C  DA 
Group.  The  variability  in  use  of  hospitals  is  not  simi- 
lar for  all  conditions  (Table  2).  The  greatest  vari- 
ability is  among  persons  admitted  for  conditions  re- 
lated to  the  respiratory  tract,  for  infective  and 
parasitic  diseases  and  for  ill-defined  conditions 
where  the  rates  among  Planning  Regions  show  over 
a two-fold  range  of  differences.  By  contrast,  ad- 
missions for  conditions  associated  with  pregnancy 
and  for  congenital  anomalies  show  the  least  vari- 
ability; the  highest  rate  is  only  25%  and  18%  greater 
than  the  lowest,  respectively.  It  is  of  note  that  con- 
ditions that  vary  least  are  defined  by  specific,  well 
agreed  upon  criteria. 

Incidence  of  Hospitalization  for  Specific  Res- 
piratory Conditions.  Age-adjusted  rates  of  use  of 
hospitals  for  the  major  ICDA  group  of  respiratory 
diseases  show  greater  than  a two-fold  range  of  dif- 
ference among  Planning  Regions.  Specificity  con- 
cerning the  patient  mix  which  contribute  to  these 
differences  in  rates  is  obtained  by  examining  use  of 
each  individual  ICDA  code  (Appendix  Table  3). 
About  45%  of  respiratory  admissions  are  for  acute 
infections  of  the  respiratory  tract,  32%  for  hyper- 
trophy of  the  tonsil,  and  1 1%  for  chronic  lung  con- 
ditions. A group  of  less  common  conditions  make 
up  the  remaining  12%  of  cases.  Table  3 shows  how 
the  Planning  Regions  differ  with  respect  to  use  of 
hospitals  for  acute  and  chronic  respiratory  tract 
conditions  and  for  tonsillectomy.  For  hypertrophy 
of  the  tonsils,  the  Kennebec  region  exceeds  the 
lowest  area  by  207%.  For  acute  infections,  the  high- 
est region  is  Aroostook  which  exceeds  Kennebec 
by  32%  and  Southern  Maine  by  268%.  Upper  res- 
piratory infections  contribute  most  to  the  dif- 
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Appendix  Table  3 


Frequency  of  Use  of  International  Classification 
Disease  Codes  for  Respiratory  Disease 
Maine  Hospitals,  1973 

ICDA  Number 

Number 
of  Cases 

Percent  of  All 
Respiratory  Cases 

Disease  Label 

460 

103 

0.50 

Common  Cold 

461 

46 

0.22 

Acute  Sinusitis 

462 

362 

1.75 

Acute  Pharyngitis 

463 

383 

1.85 

Acute  Tonsilitis 

464 

409 

1.98 

Acute  Laryngitis 

465 

878 

4.25 

Acute  Respiratory  Infection,  Unspecified 

466 

1,835 

8.89 

Acute  Bronchitis 

470 

635 

3.07 

Influenza,  Unqualified 

471 

45 

0.22 

Influenza  with  Pneumonia 

472 

145 

0.70 

Influenza,  Other  Respiratory  Cold 

473 

45 

0.22 

Influenza  with  Digestive  Manifestations 

474 

4 

0.02 

Influenza  with  Nervous  Manifestations 

480 

215 

1.04 

Viral  Pneumonia 

481 

334 

1.62 

Pneumococcal  Pneumonia 

482 

97 

0.47 

Other  Bacterial  Pneumonia 

483 

39 

0.19 

Pneumonia  from  Other  Specified  Organism 

484 

28 

0.14 

Interstitial  Pneumonia 

485 

947 

4.59 

Bronchopneumonia 

486 

2,178 

10.55 

Unspecified  Pneumonia 

490 

652 

3.16 

Bronchitis,  Unqualified 

491 

424 

2.05 

Chronic  Bronchitis 

492 

1,144 

5.54 

Emphysema 

492 

764 

3.70 

Asthma 

493 

6,570 

31.81 

Hypertrophy  of  Tonsils 

501 

67 

0.32 

Peritonsillar  Abscess 

502 

17 

0.08 

Chronic  Pharyngitis 

503 

185 

0.90 

Chronic  Sinusitis 

504 

4% 

2.40 

Deviated  Nasal  Septum 

505 

132 

0.64 

Nasal  Polyp 

506 

65 

0.31 

Chronic  Laryngitis 

507 

21 

0.10 

Hay  Fever 

508 

344 

1.67 

Other  Disease  of  Upper  Respiratory  Tract 

510 

32 

0.15 

Empyema 

511 

127 

0.61 

Pleurisy 

512 

142 

0.69 

Spontaneous  Pneumothorax 

513 

19 

0.09 

Lung  Abscess 

514 

77 

0.37 

Pulmonary  Congestion 

515 

4 

0.02 

Pneumoconiosis 

516 

1 

— 

Other  Pneumoconiosis 

517 

83 

0.40 

Chronic  Interstital  Pneumonia 

518 

69 

0.33 

Bronchiectasis 

519 

487 

2.36 

Other  Diseases  of  Respiratory  System 

450-519 

20,650 

Table  1 

Age-Adjusted  Discharges  from  Hospital  per  1000  Population,  Maine  Comprehensive  Health  Planning  Regions 

and  Constituent  Hospital  Service  Areas  (1973) 

Southern 


Maine 

Tri-County 

Kennebec 

Northeast 

A roostook 

Region  as  a Whole 

150 

157 

197 

152 

204 

Hospital  Service  Areas  Ranked  within  Regions: 
Highest 

212 

192 

235 

249 

309 

2nd  Highest 

193 

158 

234 

230 

283 

2nd  Lowest 

127 

153 

204 

146 

185 

Lowest 

117 

134 

157 

127 

172 

Ratio  of  highest  to  lowest  ranked 
Hospital  Service  Areas 

1.81 

1.43 

1.50 

1.96 

1.80 

Coefficient  of  variation* 

18% 

15% 

18% 

21% 

22% 

*The  coefficient  of  variation  includes  all  HSAs  within  a planning  region  except  those  with  populations  less  than  4.000. 
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Table  2 


Ace-Adjusted  Disc  harge  Rate  by  Conditions  Causing  Hospitalization  in  Five  Maine 

Comprehensive  Heai  th  Pi  \nmng 

Regions. 

Rates  per  10,000  Population, 

1973 

Ratio  of 

Southern 

highest  Coefficient 

Condition* 

Maine 

Tri-County  Kennebec 

Northeast 

Aroostook  to  lowest  of  Variation 

Infective  and  Parasitic 

31 

49 

64 

40 

75 

2.42 

34.6 

Neoplasm 

112 

114 

116 

88 

106 

1.32 

10.3 

Endocrine 

41 

50 

61 

35 

50 

1.74 

21.3 

Nervous 

1 16 

108 

131 

101 

143 

1.42 

14.3 

Circulatory 

181 

191 

228 

187 

2% 

1.64 

22.1 

Respiratory 

151 

183 

300 

199 

340 

2.25 

34.5 

Digestive 

190 

202 

256 

206 

271 

1.43 

16.0 

Genitourinary 

182 

155 

159 

145 

182 

1.26 

10.4 

Delivery 

191 

193 

197 

182 

158 

1.25 

8.7 

Skin  and  Subcutaneous  Tissue 

81 

82 

122 

92 

126 

1.56 

22.2 

Congenital 

19 

17 

20 

20 

20 

1.18 

6.3 

Ill-defined 

58 

80 

117 

67 

86 

2.02 

28.0 

Injuries 

150 

151 

204 

158 

188 

1.36 

14.1 

All  Conditions 

1504 

1573 

1975 

1520 

2035 

1.35 

15.2 

*ICDA  codes  for  each  group  are  shown  in  Appendix  Table  2. 

Table  3 

Conditions  Causing  Hospitalization  of  Residents  with  Respiratory 

Illness  in  Five  Maine  Comprehensive 

Health  Planning  Regions,  1973 

Percent 

Rates  per  10,000  Population 

Ratio  of 

Coef- 

of  All  Southern 

Tri- 

Kenne- 

North- 

Aroos- 

Highest 

ficient 

1C  DA  Respiratory 

Maine 

County 

bee 

east 

took 

to 

of 

Condition 

Code 

Cases 

Rate 

Rate 

Rate 

Rate 

Rate 

Lowest 

Variation 

Acute  Upper  Respiratory  Tract 
Condition  and  the  Common  Cold 

460.465 

4.8 

5.2 

6.1 

15.0 

6.7 

29.7 

5.71 

82.7 

Acute  Sinusitis,  Pharyngitis, 
Tonsillitis,  Laryngitis 

461-464 

5.8 

7.1 

9.5 

15.1 

9.5 

30.1 

4.23 

65.4 

Acute  Bronchitis 

466 

8.9 

16.0 

12.3 

39.0 

12.4 

29.1 

3.17 

54.4 

Influenza  with  or  without 
Complication 

470-474 

4.2 

3.8 

5.8 

12.7 

9.0 

26.2 

6.89 

77.2 

Pneumonia,  Viral  or  Bacterial 
or  Interstitial 

480-484 

3.5 

11.3 

4.4 

8.6 

8.7 

8.7 

2.57 

29.7 

Bronchopneumonia,  unspecified 
Pneumonia  unspecified,  or 

485 

4.6 

6.4 

8.8 

8.9 

10.2 

16.3 

2.55 

36.7 

Bronchitis,  unqualified 

486.490 

13.7 

20.9 

31.1 

33.0 

32.6 

33.8 

1.62 

17.6 

Chronic  Bronchitis.  Emphysema 

491-492 

7.6 

14.9 

15.9 

18.4 

13.9 

19.9 

1.43 

15.0 

Asthma 

493 

3.7 

6.7 

4.8 

9.1 

7.2 

12.1 

2.52 

34.7 

Hypertrophy  of  Tonsils 

500 

31.8 

49.8 

64.4 

103.0 

66.0 

80.7 

2.07 

27.7 

Deflected  Nasal  Septum 

504 

2.4 

6.4 

3.1 

5.1 

2.9 

9.4 

3.24 

49.7 

All  Others 

501-504 

. 

506-519 

9.1 

15.0 

17.2 

28.7 

17.1 

23.6 

1.91 

28.0 

ferences  in  use  of  hospitals.  Influenza  admissions 
are  nearly  7 times  more  common;  acute  upper  res- 
piratory conditions  are  5.7%  and  acute  infections  of 
the  naso-pharynx  are  4.2  times  more  common  in 
Aroostook  Planning  Region  than  in  the  Southern 
Maine  Planning  Region.  For  pneumonia  and 
bronchitis,  hospitalizations  are  1 .6  to  2.5  times  more 
common  in  Aroostook  Planning  Region  except  for 
pneumonias  in  which  the  etiologic  agent  or  syn- 
drome has  been  identified. 

Use  of  Hospital  Beds.  We  have  measured  the  dif- 
ferences in  use  of  hospital  beds  associated  with  vari- 
ations in  patient  mix  treated  in  Maine  hospitals. 
Table  4 shows  the  average  number  of  beds  occupied 


per  1000  population  in  each  of  the  five  Planning 
Regions  and  in  the  high  and  low  bed  use  HSAs  with- 
in Planning  Regions.  Among  the  Planning  Regions, 
the  population  in  the  region  of  highest  utilization 
used  35%  more  beds  than  the  population  of  the 
lowest  region.  Within  Planning  Regions,  differences 
among  HSAs  in  use  of  hospital  beds  is  consider- 
ably greater.  The  greatest  differences  are  within  the 
Northeast  region  where  the  range  in  bed  use  pat- 
terns is  from  2.4  to  4.6  beds  per  1000,  a 1 .9  fold  dif- 
ference. 

The  variability  in  use  of  beds  is  not  the  same  for 
each  major  diagnostic  grouping,  and  the  degree  of 
variability  follows  closely  with  differences  among 
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Table  4 


Average  Number  of  Beds  Occupied  per  1000  Population.  Age-Adjusted  Rates  for 
Five  Maine  Comprehensive  Health  Planning  Regions  and 
Constituent  Hospital  Service  Areas  (1973) 


Southern 
M aine 

Tri-County 

Kennebec 

Northeast 

Aroostook 

Region  as  a Whole 

2.9 

3.3 

3.7 

2.8 

3.9 

Hospital  Service  Areas 
Ranked  within  Regions: 
Highest 

3.6 

3.6 

4.6 

4.6 

5.5 

2nd  Highest 

3.5 

3.4 

4.3 

4.0 

4.9 

2nd  Lowest 

2.1 

2.9 

4.0 

2.6 

3.4 

Lowest 

2.0 

2.3 

2.8 

2.4 

3.4 

Ratio  of  highest  to  lowest 
ranked  Hospital 
Service  Areas 

1.80 

1.57 

1.64 

1.92 

1.62 

Coefficient  of  Variation* 

20% 

19% 

20% 

21% 

20% 

*The  coefficient  of  variation  includes  all  HSAs  within  a planning  region  except  those  with  populations 
less  than  4,000. 


the  areas  in  the  incidence  of  hospitalization.  (Table 
5).  The  pattern  of  bed  use  among  the  regions  are 
quite  similar  for  conditions  which  have  similar  rates 
of  hospitalization.  For  congenital  anomalies,  and 
deliveries,  bed-use  ranges  from  2.0  to  2.4  beds  per 
10,000  population,  a 1.2  fold  difference.  On  the 
other  hand,  for  conditions  with  greater  variability  in 
incidence,  respiratory,  infective  and  parasitic  dis- 
eases and  the  class  of  conditions  labeled  as  “ill  de- 
fined and  symptoms,”  bed-use  ranges  from  3.6  beds 
per  10,000  in  Southern  Maine  region  to  7.8  beds  per 
10,000  in  the  Aroostook  region,  a 2.17  fold  dif- 
ference. The  conditions  with  intermediate  vari- 
ability in  incidence  have  intermediate  variability  in 
bed  use.  Again,  to  ascertain  the  specific  reasons  for 
differences  among  the  regions,  it  is  necessary  to 
look  more  precisely  at  the  conditions  causing  ad- 
mission (Table  6).  For  example,  in  1973,  on  an  age- 
adjusted  basis,  for  persons  living  in  the  Aroostook 
region,  1.4  beds  per  10,000  were  used  for  acute 
upper  respiratory  disease  (excluding  hypertrophy 
of  the  tonsils)  and  the  flu;  for  persons  living  in 
Southern  Maine,  only  0.2  beds  per  10,000  were  used 
to  treat  these  conditions.  This  represents  a 7.7  fold 
difference  in  allocation  of  hospital  facilities  for 
these  conditions. 

Discussion 

While  variations  in  incidence  of  common  surgical 
procedures  have  been  documented  among  regions 
and  HSAs  in  Maine,  Vermont  and  Kansas,  we  are 
aware  of  no  previous  report  of  use  of  hospitals  in 
such  areas  according  to  the  reasons  for  which  the 
patients  are  admitted  to  the  hospital.  Our  results 
indicate  the  importance  of  taking  into  account  the 
case  mix  admitted  to  hospital  on  a per  capita  basis 
among  neighboring  areas  in  evaluating  the  uses 
made  of  hospitals.  The  overall  incidence  of  hos- 
pitalization varies  as  much  as  35%  among  the  Plan- 


ning Regions;  however,  certain  classes  of  diseases 
contribute  substantially  more  to  the  differences 
than  do  others.  Admissions  associated  with  preg- 
nancy, and  congenital  anomalies,  show  the  least 
differences  among  areas;  infective  and  parasitic  dis- 
eases, ill  defined  conditions  and  symptoms  and  res- 
piratory diseases  show  the  greatest.  Medical  as  well 
as  surgical  conditions  contribute  to  variation  in 
hospitalization. 

Studies  in  Vermont  have  shown  that  the  volume 
of  surgical  procedures  relate  to  differences  in  the 
specialty  of  active  physicians  and  in  the  quantity  of 
beds  available  in  an  area  and  not  to  differences  in  ill- 
ness rates  or  access  to  physicians.8  Systematic 
studies  of  the  relationship  between  health  care  sys- 
tem variables,  the  incidence  of  illness  and  rates  of 
hospitalization  for  specific  conditions  causing  ad- 
mission are  not  available.  Circumstantial  evidence, 
however,  suggest  the  differences  relate  to  supply 
characteristics.  In  this  study,  the  possible  contribu- 
tion of  age-structure  differences  have  been  re- 
moved by  age  adjustment.  It  seems  unlikely  that 
the  natural  incidence  of  influenza,  upper  respira- 
tory tract  infections  and  hypertrophy  of  the  tonsils 
will  vary  so  as  to  account  for  the  greater  than  five- 
fold differences  we  observed  in  rates  of  hospitali- 
zation for  these  conditions.  Further,  among  the 
different,  neighboring  HSAs  within  a Planning 
Region  — where  differences  among  the  popula- 
tions-at-risk  would  seem  less  than  when  compari- 
sons are  based  on  Planning  Regions  — the  use  of 
hospitals  varies  more  than  between  Planning  Re- 
gions. The  reason  for  this,  we  suggest,  is  because 
within  a given  HSA,  usually  one  and  at  the  most 
four  hospitals  are  the  principal  institution  in- 
volved, and  there  is  thus  a close  correspondence 
between  the  medical  community  of  an  area  and 
local  rates  of  service.  Within  these  areas,  a rela- 
tively small  cohort  of  physicians  are  the  dominant 
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Table  5 


Age-Adji  siu»  Average  Ni  mber  ol  Beds  Occt  pied  per  100.000  Popi  i.ation  in  Maine 
Comprehensive  Health  Pi  vnning  Regions  bv  Condition  Causing  Admission 


Condition  Ranked  by  Variability  of  Incidence  Rates 


Ratio  of 


Southern  Tri- 

Highest  to 

C oefficient 

Condition  Maine 

County 

Kennebec 

Northeast 

A roostook 

Lowest 

of  Variation 

Congenital  3.6 

3.8 

3.9 

3.5 

4.0 

1.14 

5.5 

Delivery  19.9 

18.1 

19.6 

18.3 

15.9 

1.25 

8.6 

Genitourinary  25.0 

26.8 

26.6 

23.5 

30.3 

1.29 

9.6 

Nervous  20.4 

22  *> 

24.4 

17.9 

22.0 

1.36 

11.3 

Neoplasms  29.5 

35.7 

33.1 

26.3 

29.9 

1.36 

11.7 

Digestive  38.2 

46.7 

48.0 

40.6 

52.5 

1.37 

12.8 

Injuries  33.0 

33. 1 

42.7 

30.1 

38.1 

1.42 

14. 1 

Circulatory  55.2 

61.6 

66.3 

50.8 

79.1 

1.56 

17.5 

Skin  and  Subcutaneous  Tissue  17.7 

17.8 

26.6 

19.8 

24.3 

1.50 

18.9 

Endocrine  9.4 

12.7 

12.6 

7.9 

11.3 

1.61 

19.4 

Ill-Defined  8.5 

13.2 

17.9 

9.3 

11.8 

2.12 

30.7 

Infective  and  Parasitic  5.1 

8.0 

9.3 

6.4 

12.9 

2.53 

36.0 

Respiratory  22.0 

26.7 

40.5 

27.9 

53.0 

2.41 

37.1 

Table  6 

Age-Adjusted  Average 

Ni  mber  of  Beds  Occupied  per 

100,000  Popi  I.ATION  OF  M SINK 

Comprehensive  Health  Pi 

\nnim,  Regions  to  Respirators  Condition  Causing  Admission 

Condition  Ranked  bx 

Variability  of  Incidence  Rate 

Ratio  of 

Southern  Tri- 

Highest  to 

Condition 

Maine 

County 

Kennebec 

Northeast 

A roostook 

Lowest 

Acute  Upper  Respiratory  Tract  Infection  and 

Influenza 

1.8 

2.7 

5.5 

3.1 

14.0 

7.8 

Acute  Bronchitis  and  Pneumonias 

9.3 

1 1. 1 

17.6 

12.3 

19.6 

2.1 

Asthma.  Chronic  Bronchitis  and  Emphysema 

5.0 

5.0 

6.4 

5.2 

7.7 

1.5 

Hypertrophy  of  Tonsils 

2.9 

3.6 

6.2 

3.8 

5.3 

2. 1 

All  others 

3.0 

4.3 

4.9 

3.7 

5.8 

1.9 

suppliers  of  medical  services  and  local  strategies 
for  allocating  hospitalized  health  care  reflect  in 
population-based  rate  profiles.  Individual  differ- 
ences among  physicians  and  facilities  are  more 
apparent  under  this  geographic  configuration  than 
when  HSAs  are  aggregated  into  larger  Planning 
Regions. 

Our  observations  on  the  variability  in  use  of  hos- 
pitals among  neighboring  areas  have  implications 
for  facility  planning.  Under  new  Federal  legislation, 
the  states  are  required  to  establish  programs  to  cer- 
tify the  need  for  facility  construction,  renovation 
and  other  changes  in  service  in  building  programs 
that  exceed  $100,000.  Hospitals  which  do  not  com- 
ply with  this  requirement  prior  to  undertaking  con- 
struction face  a cutoff  of  their  eligibility  to  receive 
reimbursements  under  the  Medicaid  and  Medicare 
programs.  The  model  of  "need"  which  planners 
commonly  use  in  assessing  building  projects  is 
based  on  the  assumption  that  need  for  institutional- 
ization is  dependent  largely  on  the  natural  inci- 
dence of  illness.  The  planning  issue  is  often  inter- 
preted as  an  assurance  that  beds  are  available  for 
the  next  occasion  w hen  need  arises,  a perception 
that  leads  to  a particular  emphasis  on  improving  the 


efficiency  of  hospital  operations  as  measured  by 
length  of  stay  and  average  daily  census  (percent  of 
occupancy). 

Our  epidemiologic  study  of  the  incidence  of  hos- 
pitalization shows  the  importance  of  taking  the  sur- 
gical and  medical  patient  mix  into  account  in  eval- 
uating the  need  for  facilities.  While  the  relatively 
low  variability  in  use  of  facilities  for  congenital 
anomalies,  pregnancy  associated  conditions  and 
neoplasms  supports  the  belief  that  demand  for  hos- 
pitalization may  be  closely  related  to  the  natural  in- 
cidence of  the  condition  — and  therefore  accurately 
predicted  by  a model  of  hospital  demand  based  on 
random  incidence  of  medical  conditions  — hospital- 
ization for  these  events  represents  only  18%  of  hos- 
pital use  in  Maine.  The  remaining  causes  of  admis- 
sion show  considerably  greater  variability  which 
cannot  be  accounted  for  by  a demand  model  which 
postulates  approximately  similar  rates  of  incidence 
among  the  regions  and  HSAs  and  consensus  among 
the  medical  profession  on  need  for  hospitalization. 

Conclusions 

For  many  illnesses,  the  need  for  hospital  beds 

Continued  on  Page  269 
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Pharmacological  agents  which  produce  an  in- 
crease in  blood  flow  by  direct  or  indirect  action  on 
the  peripheral  blood  vessels  are  collectively  termed 
“vasodilators.”  These  drugs  are  numerous,  and  all 
have  been  shown  to  increase  blood  flow  to  the  limbs 
or  various  organs  in  normal  animals.  The  animal 
studies  have  usually  been  the  basis  for  their  use  in 
patients  with  peripheral  vascular  disease,  although 
some  agents  have  been  documented  to  increase 
blood  flow  to  the  extremities  in  normal  humans. 
No  substantial  evidence  indicates  that  they  induce 
the  growth  of  new  blood  vessels.  Whether  these 
agents  increase  blood  flow  in  the  diseased  states 
for  which  they  are  advertised  is  questionable.  Since 
at  least  four  to  five  million  dollars  a month  is  spent 
by  patients  in  the  United  States  to  purchase  these 
drugs,  assessment  of  their  clinical  efficacy  is  ex- 
tremely important  both  medically  and  econom- 
ically. 

Two  types  of  vasodilator  drugs  might  be  useful 
in  clinical  practice:  those  which  directly  dilate  blood 
vessels  and  those  which  are  spasmolytic.  In  vaso- 
spastic diseases,  symptoms  are  secondary  to  a re- 
duced cutaneous  blood  flow;  muscle  blood  flow  is 
not  usually  of  major  concern.  Drugs  that  dilate 
blood  vessels  of  the  skin  by  direct  action  and  agents 
that  induce  vascular  muscle  relaxation  by  inhibit- 
ing normal  or  excessive  sympathetic  vascular  tone 
should  be  of  value. 

In  obstructive  arterial  disease,  the  problems  are 
more  complex.  Distal  to  a stenosed  or  obstructed 
blood  vessel,  blood  flow  depends  on  the  collateral 
blood  vessels.  Due  to  the  resistance  to  flow  in  the 
small  caliber  collateral  vasculature,  the  arterial 
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pressure  distal  to  the  obstructing  lesion  is  de- 
creased. During  exercise,  this  pressure  falls  even 
lower,  due  to  vasodilation  induced  by  the  accumula- 
tion of  metabolites.  The  tension  of  the  contracting 
muscle  then  exceeds  the  low  arterial  pressure  distal 
to  the  obstruction  and  markedly  decreases  or  even 
stops  blood  flow.1  Patients  with  intermittent  claudi- 
cation, the  most  common  symptom  of  obstructive 
arterial  disease,  usually  have  a resting  muscle  blood 
flow  in  the  normal  range.  Dilating  the  vessels  distal 
to  the  obstruction  may  not  increase  blood  flow,  es- 
pecially if  the  resistance  of  the  collateral  vessels  re- 
mains fixed.  An  ideal  drug  would  dilate  the  collateral 
vessels  or  stimulate  the  growth  of  new  vessels  in 
order  to  raise  the  blood  pressure  below  the  obstruc- 
tion. Vasodilator  drugs  must  not  lower  systemic 
blood  pressure;  this  has  been  shown  to  increase 
collateral  vascular  resistance.  In  fact,  raising  the 
systemic  pressure  is  one  of  the  most  effective  means 
of  increasing  collateral  blood  flow.2 

The  ideal  vasodilator  would  increase  blood  flow 
in  the  ischemic,  but  not  the  normal,  areas  of  the 
body;  none  of  the  presently  available  agents  possess 
this  property  except  when  administered  locally  (in- 
tra-arterially. Even  intra-arterial  administration  of 
vasodilator  drugs  may  be  detrimental  if  blood  flow 
is  adversely  redistributed,  i.e.,  muscle  blood  flow 
should  not  be  increased  at  the  expense  of  a decrease 
in  cutaneous  circulation.  Vasodilator  drugs  do  not 
always  produce  a fall  in  systemic  blood  pressure  at 
rest  but  may  during  exercise  with  the  additional 
vasodilatation  in  active  muscles.  This  is  especially 
characteristic  of  drugs  affecting  the  sympathetic 
nervous  system.  The  decrease  in  blood  pressure 
would  decrease  flow  to  an  ischemic  limb.  In  some 
patients,  vasodilatation  in  other  areas  of  the  body 
without  obstructed  arteries  may  actually  “steal” 
flow  from  the  affected  limb.  Since  the  vascular  re- 
sistance would  be  much  smaller  in  a vasodilated 
normal  limb  than  in  a limb  supplied  by  small  col- 
lateral vessels,  blood  flow  would  follow  the  path  of 
least  resistance  to  the  normal  limb. 

Vasodilator  drugs  may  be  grouped  according  to 
their  mode  of  action  (Table  1).  Direct  acting  drugs 
relax  vascular  smooth  muscle  and  thereby  affect 
both  cutaneous  and  muscle  blood  vessels.  Beta 
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Table  1 


Peripheral 

Vasodilators 

Range  of 

Oral  Dosage 

Wholesale 

Usual  Dailv 

Sizes 

Cost  per 

Generic  Name 

Trade  Name(s) 

Doses 

Available  (mg) 

100  dose  units  c 

Direct  A cting  Drugs 

Isoxsuprine  hydrochloride 

Vasodilan 

30  to  60  mg 

10 

6.43 

20 

11.94 

Papaverine  hydrochloride 

Cerespan,  Pavabid, 
Pavacap.  Pavacen. 
Vasospan 

300  to  600  mg  h 

150 

5.50-10.97 

Ethaverine  hydrochloride 

Ethaquin,  Ethatab, 
Laverin 

300  to  600  mg  b 

100 

7.40-9.90 

Niacin  (nicotinic  acid) 

(generic) 

250  to  2 (XX)  mgh 

25-500 

0.39-4.35 

Nicotinyl  alcohol 

Roniacol 

150  to  600  mg  h 

50 

2.15 

150 

6.35 

Cyclandelate 

Cyclospasmol 

400  to  800  mg 

100 

4.20 

200 

8.40 

Beta  Receptor  Stimulating  Drug 

Nylidrin 

Arlidin 

9 to  36  mg 

6 

7.08 

12 

13.08 

Drugs  Affecting  the  Sympathetic  Nervous 

S ystem 

Tolazoline  hydrochloride 

Priscoline 

75  to  200  mgh 

25 

4.20 

80 

10.60 

Moxisylyte  hydrochloride  " 

Opilon 

120  mg 

40 

— 

(thymoxamine) 

Phenoxybenzamine  hydrochloride 

Dibenzyline 

20  to  60  mg 

10 

2.95 

Reserpine 

Sandril,  Serpasil, 

0. 1 to  1 .0  mg 

0.1 

0.63-2.67 

Rau-Sed.  Reserpoid 

0.25 

1 .05-4.50 

(generic) 

0.1 

0.40-0.81 

0.25 

0.45-1.25 

Guanethidine  sulfate 

Ismelin 

10  to  60  mg 

10 

8.40 

25 

11.75 

Methyldopa 

Aldomet 

500  to  2000  mg 

250 

6.36 

500 

11.45 

Dihydrogenated  Ergot  Alkaloids 

Hydergine 

4 to  6 

0.5 

9.00 

— 

sublingual  tablets 

'not  available  in  the  United  States 
^sustained  release  drug  preparations 

cwhen  more  than  one  product  is  available  the  range  of  prices  is  given 


receptor  stimulating  drugs  increase  muscle  blood 
flow  but  have  little  effect  on  skin  flow  where  only 
alpha  receptors  are  present.  Sympathetic  nervous 
system  blocking  agents  would  primarily  affect  skin 
vessels  since  there  is  little  vasoconstrictor  tone  in 
skeletal  muscle.  In  evaluating  studies  of  these 
drugs,  several  points  are  important: 

1.  Was  a double-blind,  randomized  study  per- 
formed? It  must  be  recognized  that  patients 
can  often  surmise  if  they  are  taking  an  active 
vasodilator  drug  because  of  side  effects. 

2.  Is  the  drug  of  benefit  during  oral  administra- 
tion? Many  studies  are  performed  using  paren- 
teral, especially  intra-arterial,  administration. 
(Placebo  injections  have  rarely  been  used.)  In 
our  studies,3  onset  of  action  of  orally  adminis- 
tered vasodilator  drugs  in  fasting  subjects 
varied  from  15  to  90  minutes,  a definite  draw- 
back to  their  use. 

3.  What  happens  to  systemic  blood  pressure  and 
pulse  rate  during  exercise  after  drug  adminis- 
tration? There  may  be  dramatic  changes  with 
exercise,  even  when  resting  blood  pressure 


and  pulse  rate  are  unaffected;  few  studies  have 
collected  these  important  data. 

4.  Patients  with  intermittent  claudication  do  not 
need  an  increased  muscle  blood  flow  at  rest. 

5.  Objective  measurement  of  an  improvement  in 
the  circulation  is  more  reliable  than  patients’ 
subjective  responses. 

Direct-Acting  Drugs 

Isoxsuprine,  papaverine,  niacin  (nicotinic  acid), 
and  cyclandelate  are  representative  of  a group  of 
vasodilator  agents  that  directly  relax  vascular 
smooth  muscle.  When  administered  orally  these 
drugs  are  not  potent  peripheral  vasodilators  for  any 
type  of  vascular  disease.  Unfortunately,  some  clin- 
ical studies  reporting  benefit  from  these  agents  in- 
clude patients  with  a variety  of  diseases,  e.g., 
venous  disease,4  leg  cramps,3  and  it  is  not  apparent 
which  underlying  diseases  were  improved;  other 
types  of  improper  design  have  been  noted  in  many 
other  investigations. 

Isoxsuprine.  Isoxsuprine  was  previously  thought 
to  increase  muscle  blood  flow  by  beta  receptor  stim- 
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ulation.  However,  since  beta-receptor  blocking 
drugs  do  not  antagonize  its  vascular  effects,  isox- 
suprine  must  have  a direct  action  on  vascular 
smooth  muscle.6  In  both  animal  and  normal  human 
studies,  isoxsuprine  has  been  shown  to  increase 
muscle  blood  flow;  usually  skin  blood  flow  has  not 
been  affected.37  It  may  cause  a mild  increase  in 
cardiac  contractility,  heart  rate,  and  cardiac  output 
with  palpitations  and  postural  hypotension.8  In  one 
placebo-controlled  study,"  no  effect  on  the  systolic 
pressure  gradient  in  the  diseased  limb,  ankle  systolic 
pressure  after  exercise,  or  maximal  treadmill  walk- 
ing time  was  found  in  20  patients  with  obstructive 
arterial  disease  taking  20  mg  of  isoxsuprine  or  place- 
bo three  times  a day  for  four  weeks.  In  a double- 
blind crossover  study , 7 a single  dose  of  20  mg  did  not 
increase  the  claudication  time  on  a treadmill  or  limb 
blood  flow  in  12  patients  with  vascular  disease;  7 
patients  actually  had  a shorter  claudication  time 
after  the  drug.  An  uncontrolled  study1'1  reported 
improvement  in  claudication  distance  in  39  of  46 
patients  receiving  similar  oral  doses  for  a median 
time  of  seven  months;  an  increase  in  toe  and  finger 
flow  was  also  said  to  occur  with  subcutaneous  ad- 
ministration of  the  drug. 

In  our  study,3  oral  administration  of  40  mg  of 
isoxsuprine  to  normal  subjects  in  a cool  room  (20°C) 
produced  a small  but  significant  increase  in  calf 
blood  flow  and  no  change  in  foot  flow  when  com- 
pared with  placebo  administration.  In  11  patients 
with  femoropopliteal  and  5 patients  with  aortoiliac 
arteriosclerosis  obliterans  producing  intermittent 
claudication,  no  significant  changes  occurred  in  calf 
or  foot  flow  following  oral  administration  of  40  mg  of 
isoxsuprine  in  a 25.5°C  room.11  Measuring  muscle 
blood  flow  by  the  disappearance  rate  of  a radio- 
isotope, 2 of  13  patients  with  femoropopliteal  and  1 
of  6 patients  with  aortoiliac  disease  showed  an  im- 
provement in  their  exercise  blood  flow  after  isox- 
suprine while  2 patients  had  a definite  deterioration 
in  exercise  muscle  blood  flow.  In  this  study,  sub- 
jective symptomatic  improvement  during  the  exer- 
cise tests  was  not  apparent.  Frequent  side  effects 
with  the  use  of  isoxsuprine  include  palpitations, 
flushing,  and  postural  hypotension. 

Papaverine.  Papaverine  and  its  analogues  dilate 
peripheral  arteries  in  animals  and  man  when  admin- 
istered parenterally,  but  some  investigators  have 
found  only  small  increases  in  blood  flow.1213  Uncon- 
trolled studies  of  orally  administered  papaverine 
have  reported  either  no  benefit14  or  good  results15 
in  patients  with  intermittent  claudication.  In  pa- 
tients with  Raynaud’s  phenomenon,  an  increase  in 
hand  blood  flow  was  reported  in  one  study,16  while 
another  investigation  found  little  change  in  hand  or 
foot  blood  flow.17  Ethaverine  has  not  been  exten- 
sively studied  in  peripheral  vascular  disease  but  one 
Continued  on  Page  266 
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study  reported  an  increase  in  resting  calf  blood  flow 
and  a decrease  in  digital  blood  flow  in  a group  of 
patients  with  arterial  occlusive  disease.18  Side  ef- 
fects from  papaverine  and  ethaverine  include  flush- 
ing, malaise,  gastrointestinal  symptoms,  and  head- 
ache. Hepatotoxicity  has  been  reported  with  papa- 
verine.1” 

Niacin  and  derivatives.  Niacin  (nicotinic  acid) 
and  its  derivatives  evidently  produce  more  vaso- 
dilatation of  the  blood  vessels  of  the  ears,  face,  and 
neck  than  of  the  extremities.20  In  normal  man,  in- 
travenous niacin  may  increase  hand  and  forearm 
blood  flow  with  only  a slight  increase  in  leg  flow.21 
Studies  have  failed  to  show  a consistent  increase  in 
skin  or  muscle  flow  in  patients  with  obstructive 
arterial  disease.14  A decrease  in  skin  and  muscle 
blood  flow  during  exercise,22  after  exercise,  and 
during  reactive  hyperemia23  has  been  reported. 
Long-term  studies  describe  either  no  benefit14  or 
symptomatic  relief24  in  patients  with  intermittent 
claudication;  one  study  claimed  symptomatic  bene- 
fit in  Raynaud’s  phenomenon.25  In  our  study,11  pa- 
tients with  intermittent  claudication  due  to  femoro- 
popliteal  or  aortoiliac  arteriosclerotic  disease 
usually  did  not  increase  their  exercise  muscle  blood 
flow  after  100  mg  of  nicotinyl  alcohol  orally.  Side 
effects  from  nicotinic  acid  and  its  compounds  in- 
clude intense  flushing,  gastrointestinal  symptoms, 
rash,  and  postural  hypotension. 

Cyclandelate.  Cyclandelate  acts  directly  on 
smooth  muscles  of  the  blood  vessel  walls  and  ex- 
perimentally has  about  three  times  the  spasmolytic 
activity  of  papaverine.26  Most  of  the  uncontrolled 
clinical  trials  report  an  increased  walking  distance 
in  about  50  percent  of  patients  with  intermittent 
claudication  and  less  benefit  in  patients  with  Ray- 
naud’s phenomenon.  27  28  In  a single  blind,  non- 
crossover study,  patients  with  femoral  artery  arte- 
riosclerosis obliterans  appeared  to  improve  while 
patients  with  iliac  disease  did  not;  oscillograph  pulse 
volumes  were  measured  and  even  this  gross  test 
failed  to  correlate  with  the  subjective  responses.2” 
We  did  not  test  cyclandelate  in  our  acute  study  of 
vasoconstricted  normal  subjects  because  initial 
experiments  showed  no  increase  in  foot  or  calf 
blood  flow  with  oral  doses  up  to  800  mg.  No  ade- 
quate studies  of  the  clinical  effect  of  this  drug  are 
available.  If  its  action  is  dependent  on  relief  of  vaso- 
spasm, it  is  difficult  to  appreciate  how  it  would  bene- 
fit patients  with  obstructive  arterial  disease.  Re- 
ported side  effects  of  the  drug  include  headache, 
flush,  gastrointestinal  symptoms,  drowsiness,  and 
dizziness. 

It  may  be  concluded  that  the  direct  acting  vaso- 
dilator drugs  have  no  demonstrated  value  in  the 
treatment  of  peripheral  vascular  diseases. 

Beta  Receptor  Stimulating  Drug:  nylidrin 

Nylidrin  was  modeled  after  epinephrine  and 


therefore  would  be  expected  to  increase  muscle 
blood  flow  by  beta  receptor  stimulation.  Since  its 
action  is  not  entirely  blocked  by  propranolol,  it 
must  also  have  a direct  action  on  the  vascular 
smooth  muscle.6  In  animal  and  human  studies,  it 
increases  muscle  blood  flow  when  administered 
parenterally  and  orally.3  30  Most  investigators  found 
no  significant  effect  on  skin  blood  flow.3,3031  Vari- 
able effects  have  been  reported  on  heart  rate  and 
blood  pressure  but  usually  an  increased  cardiac  out- 
put and  decrease  in  total  vascular  resistance  have 
been  found.31  Uncontrolled  studies32  have  reported 
symptomatic  benefit  in  patients  with  intermittent 
claudication  with  oral  administration  and  an  in- 
crease in  postexercise  calf  blood  flow  with  intra- 
venous drug.33  Well-controlled  studies  have  found 
no  effect  on  the  clinical  symptom  of  intermittent 
claudication;31 34  variable  effects  on  calf  blood  flow 
have  been  reported.31  Both  muscle  and  skin  blood 
flow  may  be  decreased  during  exercise  after  intra- 
muscular administration  of  nylidrin.22  In  our  study,3 
the  acute  effect  of  a large  oral  dose  of  nylidrin  (18 
mg)  in  a cool  room  in  10  normal  subjects  was  a sig- 
nificant increase  in  calf  blood  flow  and  no  change 
in  skin  flow  when  compared  to  placebo  administra- 
tion. In  patients  with  femoropopliteal  arterioscle- 
rotic disease,  a significant  increase  occurred  in  calf 
flow  at  rest;  this  was  not  observed  in  patients  with 
aortoiliac  disease.11  Only  1 of  12  patients  with 
femoropopliteal  and  1 of  7 patients  with  aortoiliac 
disease  had  an  increase  in  their  exercise  muscle 
blood  flow  after  nylidrin  ingestion.  One  of  the  latter 
patients  had  a definite  deterioration  in  exercise 
muscle  flow.  Side  effects  with  nylidrin  include  a sen- 
sation of  chilliness,  flushing,  palpitations,  nausea 
and  vomiting,  and  postural  hypotension.  No  evi- 
dence is  currently  available  to  advocate  the  use  of 
nylidrin  in  patients  with  peripheral  vascular  dis- 
eases. 

Drugs  Affecting  the  Sympathetic 
Nervous  System 

If  adrenergically  mediated  vasoconstriction  is 
important  in  the  pathogenesis  of  vasospastic  dis- 
eases or  intensifies  peripheral  ischemia  by  its  normal 
activity,  agents  interfering  with  the  action  of  the 
sympathetic  nervous  system  could  be  of  value. 
These  drugs  include  those  that  block  autonomic 
ganglia  and  peripheral  alpha  receptors  (tolazoline, 
phenoxybenzamine,  moxisylyte),  those  that  inter- 
fere with  the  action  of  norepinephrine  (reserpine, 
guanethidine,  methyldopa),  and  those  that  are 
either  central  or  peripheral  adrenergic  blockers 
(Hydergine,  alcohol). 

Tolazoline.  Tolazoline  is  an  alpha  receptor  block- 
ing agent  which  also  has  a histamine-like  effect.35 
It  has  been  shown  to  increase  skin  blood  flow  in 
normal  human  subjects  by  parenteral  and  oral  ad- 
ministration."6 In  clinical  studies,  favorable37  and 
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unfavorable  effects14  56  have  been  reported  in  dis- 
ease states;  most  of  these  studies  are  uncontrolled. 
Of  the  studies  reporting  benefit,  intra-arterial  or  oral 
tolazoline  produced  relief  of  rest  pain  in  patients 
with  arteriosclerosis  obliterans  and  healed  finger 
ulcers  in  patients  with  Raynaud's  disease;37  how- 
ever. no  increase  in  exercise  tolerance  occurred. 
In  another  study,38  a good  response  was  found  in 
foot  blood  flow  in  patients  with  obstructive  arterial 
disease  but  only  when  rest  pain  was  not  present. 
Other  studies  report  very  variable  results  with  intra- 
arterial use  and  even  a decrease  in  blood  flow  to 
ischemic  feet  in  some  patients.25  56  In  our  placebo- 
controlled  study,3  100  mg  of  tolazoline  given  oral- 
ly to  normal  subjects  in  a 20°C  room  produced  a 
significant  increase  in  foot  blood  flow  from  an 
average  of  2.3  to  3.1  ml  per  100  ml  of  tissue  per 
minute.  When  the  foot  flow  of  3. 1 ml  is  compared  to 
the  average  normal  foot  flow  of  7.3  ml  (seen  in  a 
warm  environment),  the  action  of  tolazoline  on  the 
vasoconstricted  foot  is  not  dramatic.  In  10  patients 
with  femoropopliteal  and  5 patients  with  aortoiliac 
arteriosclerosis  obliterans,  75  to  100  mg  of  oral 
tolazoline  produced  no  significant  change  in  resting 
foot  or  calf  blood  flow.11  Adverse  effects  from  tola- 
zoline include  headache,  nausea,  chills,  flushing, 
paresthesias  of  the  skin,  palpitations,  and  gastroin- 
testinal disturbances.  In  our  clinical  experience, 
tolazoline  has  not  been  of  benefit  in  obstructive 
arterial  disease  but  is  occasionally  useful  in  patients 
with  Raynaud's  phenomenon  in  combination  with 
other  agents. 

Other  alpha  receptor  blockers,  such  as  phenoxy- 
benzamine  and  moxisylyte  (thymoxamine),  have 
been  recommended  but  are  of  doubtful  benefit.56  59 
The  side  effects  of  phenoxybenzamine  (postural 
hypotension,  palpitations,  gastrointestinal  symp- 
toms) often  preclude  its  use. 

Reserpine.  Reserpine  depletes  norepinephrine 
from  the  sympathetic  nerves;  it  also  possesses  a 
short  vasodilatory  action,  unrelated  to  norepine- 
phrine depletion,  when  injected  intra-arterially.4"  In 
Raynaud's  phenomenon,  reserpine  in  doses  of  0.25 
to  1 mg  a day  may  produce  remarkable  amelioration 
of  symptoms. 4142  In  our  laboratory,  we  demon- 
strated that  orally  administered  reserpine  increases 
capillary  blood  flow  in  the  fingers  in  a cool  environ- 
ment in  some,  but  not  all.  patients  with  Raynaud's 
phenomenon  or  disease.41  Other  investigators  have 
demonstrated  that  oral  reserpine  markedly  reduced 
the  vasoconstrictor  responses  in  the  hand  to  intra- 
arterial tyramine  and  the  application  of  ice  to  the 
forehead  in  patients  with  Raynaud's  phenomenon.42 
Therefore,  the  beneficial  effect  of  reserpine  is 
secondary  to  the  attenuation  of  adrenergic  vaso- 
constriction. Recent  reports43  of  an  increased  inci- 
dence of  breast  carcinoma  in  hypertensive  patients 
on  long-term  reserpine  therapy  indicate  that  the 


drug  should  be  used  only  in  the  most  severe  cases 
until  this  issue  is  clarified.  Reserpine  should  never 
be  given  to  patients  with  depressive  symptoms,  or  a 
history  of  depression.  Other  frequent  side  effects 
besides  depression  include  gastrointestinal  symp- 
toms due  to  increased  gastric  acid  secretion,  night- 
mares, and  water  retention.  Intra-arterial  injections 
of  reserpine  (0.5  to  I mg)  have  been  reported  to 
produce  more  rapid  healing  of  finger  ulcers  as  well 
as  improvement,  lasting  months,  in  Raynaud's  phe- 
nomenon.444' We  have  used  intra-arterial  reserpine 
only  in  the  most  severe  cases  and  have  found  little 
improvement  over  oral  therapy.  A controlled 
study48  using  saline  placebo  injections  did  not  re- 
veal long-term  benefit  from  intra-arterial  reserpine. 

Guanethidine.  Guanethidine  has  also  been  used 
in  patients  with  Raynaud's  phenomenon  because  it 
interferes  with  release  of  norepinephrine  at  the 
sympathetic  neuroeffector  junction.  The  original 
study47  used  a dose  of  30  to  50  mg  per  day  and  dem- 
onstrated an  increased  digital  capillary  blood  flow 
after  cooling  in  patients  with  Raynaud’s  phenome- 
non due  to  scleroderma.  The  adverse  effect  of 
postural  or  post-exercise  hypotension  with  this  dose 
prevents  its  widespread  use.  With  a daily  dose  of  10 
to  20  mg,  we  have  had  some  success  in  our  patients; 
other  investigators  confirm  subjective  benefit  with 
higher  doses.42  Other  side  effects  frequently  seen 
with  guanethidine  are  diarrhea,  fatigue,  and  im- 
potence. 

Methyldopa.  Methyldopa  has  also  been  recom- 
mended for  the  treatment  of  Raynaud’s  phenome- 
non. The  mechanism  of  action  is  probably  that 
methyldopa  acts  as  a false  neurotransmitter,  replac- 
ing the  active  norepinephrine.  Approximately  75 
percent  of  patients  ingesting  1 to  2 gm  of  methyldopa 
a day  reported  subjective  benefit;  this  was  substan- 
iated  by  an  increased  rate  of  rewarming  of  digits 
after  cold  exposure  measured  by  skin  tempera- 
tures.48 Fluid  retention,  drowsiness,  headache, 
postural  hypotension,  nasal  stuffiness,  and  hemo- 
lytic anemia  may  occur  with  these  doses. 

Ergot  alkaloids.  The  dihydrogenated  alkaloids 
of  ergotoxine  have  an  adrenergic  blocking  effect  on 
the  peripheral  blood  vessels  and  have  been  used  in 
patients  with  peripheral  vascular  disease.  Dihy- 
droergocornine  has  been  shown  to  increase  blood 
flow  to  the  extremities.49  50  Hydergine,  an  equal 
mixture  of  dihydroergocomine,  dihydroergocris- 
tine,  and  dihydroergokryptine,  induces  a significant 
increase  in  the  blood  flow  to  the  hand  and  foot  but 
small  changes  in  calf  blood  flow  when  given  intra- 
venously to  normal  subjects.51  Ischemic  ulcers  in 
patients  with  obstructive  arterial  disease  reportedly 
heal  somewhat  faster  during  oral  Hydergine  admin- 
istration.52 However,  intermittent  claudication  was 
not  affected  by  oral  administration  of  Hydergine52 
or  dihydroergotamine.14  Intravenous  administra- 
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tion  of  the  latter  drug  did  not  benefit  17  patients 
with  intermittent  claudication  when  it  was  com- 
pared to  saline  injections.14 

Alcohol.  Patients  with  peripheral  vascular  dis- 
ease have  often  been  advised  that  alcoholic 
beverages  may  help  their  circulatory  status.  Most 
investigations  report  a significant  vasodilatation  in 
the  hand  in  normal  subjects  but  a variable  or  de- 
creased blood  flow  in  the  calf  or  forearm.53'55  In 
arterial  occlusive  disease,  the  effect  on  blood  flow 
to  the  toes  is  variable  with  poor  response  in  the  more 
severely  diseased  patients;55  indirect  evidence  in- 
dicates alcohol  does  not  affect  the  collateral  ves- 
sels.56 Although  alcohol  has  been  given  intra-arte- 
rially in  the  past,  there  is  substantial  evidence  that 
it  constricts  skin  and  muscle  blood  vessels  by  this 
route  of  administration.54  The  cutaneous  vasodila- 
tation seen  with  oral  administration  of  alcohol  is 
apparently  mediated  via  the  sympathetic  nervous 
system,  for  it  was  absent  in  sympathectomized  or 
denervated  limbs.  '4  Although  this  action  could  be 
central  or  peripheral,  a central  action  is  favored 
since  muscle  blood  flow  is  affected  in  the  opposite 
direction.  There  is  no  evidence  that  alcohol  in- 
creases blood  flow  in  most  patients  with  obstructive 
arterial  disease;  it  may  help  relieve  vasospasm.56 
However,  large  amounts  must  often  be  used  and 
this  entails  the  danger  of  intoxication.  Intra-arterial 
use  of  alcohol  is  contraindicated. 

Conclusions 

Review  of  the  clinical  studies  on  vasodilator 
drugs  indicates  little  substantive  evidence  that  they 
are  effective  in  the  treatment  of  obstructive  arterial 
disease,  either  for  intermittent  claudication  or  for 
ischemic  rest  symptoms  and  signs.  They  fail  to  pro- 
duce an  increase  in  blood  flow  in  many  patients  with 
ischemic  limbs,  even  when  administered  locally  (in- 
tra-arterial). Animal  studies  are  in  total  agreement 
with  clinical  studies. 2,57,58  In  normal  animals,  in 
which  the  collateral  blood  vessels  are  free  of  dis- 
ease, vasodilator  drugs  may  decrease  blood  flow  in 
the  ischemic  area  induced  by  obstruction  of  a main 
artery.57  58  There  is  also  evidence  from  animal 
studies  that  vasodilators  can  depress  the  contractile 
force  of  skeletal  muscle. 5''  In  vasospastic  diseases, 
vasodilators  that  act  upon  the  sympathetic  nervous 
system  (i.e.,  reserpine  and  guanethidine)  may  have 
an  ameliorating  effect  in  some  patients  by  increasing 
cutaneous  capillary  blood  flow.  Full  benefit  from 
even  these  agents  is  prevented  by  unpleasant  and 
often  serious  side  effects. 
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depends  on  physician  choice  of  place  and  type  of 
treatment.  Those  choices  are  made  differently 
among  Planning  Regions  and  Hospital  Service 
Areas  in  Maine  with  resultant  differences  in  per 
capita  use  of  hospital  beds.  Planners  who  seek  to 
certify  the  need  for  hospital  facilities  should  take 
into  account  differences  in  the  mix  of  hospitalized 
patients.  Because  questions  raised  about  the  need 
for  additional  procedures  and  admissions  for  spe- 
cific conditions  concern  the  effectiveness  of  alter- 
native placements  and  treatments,  answers  depend 
on  the  status  of  ambulatory,  nursing  home  as  well 
as  hospital  resources  and  these  factors  need  to  be 
taken  into  account.  Since  questions  about  effective- 
ness are  most  commonly  addressed  to  members  of 
the  medical  profession,  the  review  process  estab- 
lished to  certify  the  need  for  facilities  should,  pre- 
sumably, involve  a panel  of  physicians  to  advise  on 
the  medical  necessity  of  different  levels  of  use  of 
hospitalized  care. 
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Editorial 

It  has  been  said  that  hyaline  membrane  disease,  or  idiopathic  respiratory  distress  syndrome,  is 
the  most  common  disorder  in  premature  infants  for  which  high  concentrations  of  oxygen  may  be 
prescribed.  If  the  pathophysiologic  abnormality  of  the  lungs  ameliorates  during  the  administration 
of  oxygen,  hyperoxemia  may  occur  and  retrolental  fibroplasia  may  develop.  Thus,  the  life  of  the 
infant  may  be  saved  but  the  vision  sacrificed. 

The  role  of  the  ophthalmologist  in  this  situation  should  be  two-fold. 

First,  as  a consultant,  to  be  available  to  examine  ophthalmoscopically  all  premature  infants  who 
have  received  a significant  amount  of  oxygen.  The  American  Academy  of  Pediatrics  has  recom- 
mended that  all  infants  bom  at  less  than  36  weeks’  gestation  or  weighing  less  than  2,400  gm.  (4.2  lb.) 
who  have  received  oxygen  therapy  should  have  their  eyes  examined  at  the  time  of  discharge  from 
the  nursery  and  at  3 to  6 months  of  age. 

Second,  as  a conscience,  to  remind  our  colleagues,  be  they  family  physicians  or  pediatricians  that 
the  “trade-off’  of  vision  for  life  is  no  longer  necessary,  given  our  present  knowledge  of  the  role  of 
oxygen  in  the  treatment  of  hyaline  membrane  disease  and  the  increasing  sophistication  of  the 
medical  and  nursing  management  of  this  condition.  Continuous  positive  airway  pressure,  first 
reported  to  be  beneficial  by  Gregory  et  al1,  may  so  improve  oxygenation  that  significantly  lower 
concentrations  of  oxygen  may  be  used.  Repeated  measurement  of  blood  gases,  although  techni- 
cally difficult  in  an  ill,  premature  infant,  is  essential  to  monitor  the  need  for  high  concentrations  of 
inspired  oxygen. 

These  two  measures  plus  careful  attention  to  the  nutritional  needs  and  thermal  environment  of 
the  infant  are  now  usually  sufficient  to  keep  the  child  alive  until  its  lungs  develop  the  ability  to 
produce  the  pulmonary  surfactant  which  is  necessary  for  normal  alveolar  function. 

The  principle  of  monitoring  blood  gas  concentrations  during  the  administration  of  oxygen  to 
premature  infants  with  problems  other  than  hyaline  membrane  disease  is  equally  valid. 

One  might  summarize  the  interrelationship  between  infant  pulmonary  and  ocular  physiology  as 
follows: 

Some  problems  of  neo-natology, 

Often  involve  ophthalmology, 

Hyperoxygenation, 

Needs  close  observation, 

Before  we  can  sing  the  Doxology. 
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FOR  PHYSICIANS’  WIVES 

THE  AUXILIARY  TO  THE  M.M.A.  ANNOUNCES  THE  TRAVELING  WORKSHOPS 
OCTOBER  20-22  FOR  MEMBERS  OF  ALL  COUNTY  AUXILIARIES 


DISTRICT  I - AROOSTOOK,  PENOBSCOT,  PISCATA- 
QUIS AUXILIARIES 

BANGOR  — MONDAY,  OCTOBER  20 
Pilot’s  Grill,  off  Interstate  95,  Hermon  Exit 

DISTRICT  II  - FRANKLIN,  KENNEBEC,  L1NCOLN- 
SAGADAHOC  AUXILIARIES 

AUGUSTA  — TUESDAY,  OCTOBER  21 
Howard  Johnson’s,  Community  Drive  off  Interstate  95 


DISTRICT  III  - ANDROSCOGGIN.  CUMBERLAND. 
YORK  AUXILIARIES 

PORTLAND  — WEDNESDAY,  OCTOBER  22 
Northeast  Region  Red  Cross  Blood  Program  Office. 

524  Forest  Avenue 
Brown  Bag  Lunch  — Tour  of  Facility 

REGISTRATION  EACH  DAY  9:30  a.m. 
ADJOURNMENT  1:30  p.m. 
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Student  Nurses  and  Smoking 

A Survey 

Marshall  F.  Burk,  B.S.*  and  George  T.  Nilson,  S.M.,  M.P.H.** 


Each  year  more  than  300,000  Americans  die  pre- 
maturely from  the  effects  of  smoking.  Millions  more 
live  on  with  crippled  lungs  and  overstrained  hearts. 
Cigarette  smoking  is  a major  cause  of  emphysema, 
chronic  bronchitis,  lung  cancer  and  heart  disease. 

There  is  no  controversy  about  these  facts.  They 
have  been  documented  by  hundreds  of  careful 
studies. 1,2 

Almost  a million  teenagers  take  up  smoking  every 
year.  More  women  are  smoking  than  ever  before 
and  studies  show  that  they  find  it  harder  to  quit  than 
men  do.  Smoking,  like  other  learned  behavior,  is  dif- 
ficult to  modify. 

A 1974  survey  “Smoking  Habits  of  Maine  Health 
Professionals"  indicates  that  younger  physicians 
(M.D.'s)  are  smoking  less  than  older  physicians. 
According  to  the  Maine  Department  of  Health  and 
Welfare  Survey,3  the  percentage  of  M . D.  's  under  50 
years  of  age  that  are  smokers  is  only  14.1%,  while 
22.6%  of  the  doctors  over  50  are  still  smoking.  The 
average  of  the  total  group  of  M . D.  respondents  was 
18.7%  smokers. 

Among  nurses  who  participated  in  the  survey, 
this  relationship  was  found  to  be  reversed.  Nurses 
under  50  years  of  age  showed  30.2%  smokers. 
Nurses  over  50  years  only  22.7%.  The  average  of 
the  group  was  27.6%  smokers. 

The  largest  group  of  health  care  providers  is  the 
nursing  profession.  The  question  occurred  to  us, 
"how  could  we,  as  a voluntary  health  agency  deeply 
concerned  with  the  terrible  toll  of  "cigarette  dis- 
ease" upon  our  society,  enlist  more  nurses  to  be- 
come aware  of  the  important  role  that  they  have  as 
exemplars  and  as  health  educators  vis-a-vis  smok- 
ing?” 

As  a means  of  securing  involvement  and  to  obtain 
baseline  information,  it  was  decided  to  conduct  a 
survey  of  the  entering  first  year  students  among  the 
Nursing  and  Licensed  Practical  Nursing  Schools  of 
Maine.  A total  of  nine  nursing  schools  cooperated 
in  the  study  and  421  first  year  students  completed 
questionnaires  in  the  fall  of  1974.  The  questionnaire 
was  designed  to  obtain  the  following  information: 
(1)  Percentage  of  student  nurses  who  currently 
smoke,  ages  that  they  began  smoking  and  their  level 
of  cigarette  consumption;  (2)  identify  the  respon- 


*  Program  Director.  Maine  Lung  Association,  (formerly  Maine 
Tuberculosis  and  Health  Association) 

**Executive  Director.  Maine  Lung  Association 


dent's  reasons  for  starting  smoking;  (3)  determine 
student-nurse  attitudes  toward:  smoking,  sale  of 
cigarettes  in  medical  facilities,  exemplar  role  of  the 
nurse  and  the  rights  of  nonsmokers;  (4)  assess  stu- 
dent nurses’  knowledge  of  the  relationships  of 
smoking  as  a causal  factor  in  the  development  of 
certain  diseases. 

The  survey  findings  are  summarized  as  follows: 

The  Percentage  of  Students  Who  Currently  Smoke 

No.  of 
Students  % 

1.  Kennebec  Valley  School  of  Prac- 


tical  Nursing 

41 

39.0 

St.  Joseph's  College,  North 

Windham 

40 

65.0 

Mercy  Hospital,  Portland 

42 

31.0 

Westbrook  College 

48 

50.0 

Central  Maine  Vocational  Insti- 

tute, Auburn 

40 

30.0 

St.  Mary’s  General  Hospital 

46 

23.9 

Eastern  Maine  Medical  Center 

43 

41.9 

Central  Maine  General  Hospital 

68 

30.9 

University  of  Maine,  Augusta,  Di- 

vision of  Nursing  and  Health 

Sciences 

53 

32.1 

Total 

421 

37.5 

The  percentage  of  student  smokers  in  the  above 
nine  schools  ranges  from  a low  of  23.9  percent  to  a 
high  of  65.0,  with  an  average  of  37.5  percent.  This 
average  approximates  the  findings  of  a national 
random  sample  survey  of  professional  nurses  con- 
ducted in  1969  by  the  National  Clearing  House  for 
Smoking  and  Health  which  found  that  37.3  percent 
of  the  nurses  were  smokers. 


Ages  That  Students  Began  Smoking 
Less  than  12  years  3.5  percent 

12-14  24.1 

15-17  50.6 

18-20  13.5 

21  plus  2.9 

No  answers  5.3 


As  the  above  figures  show,  the  majority  of 
smokers  began  to  smoke  between  the  ages  of  15  and 
17  years  old.  Interestingly,  3.5  percent  stated  they 
started  before  the  age  of  twelve,  some  as  early  as 
eight  years  old. 
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Level  of  Cigarette  Consumption  Per  Day 


1-10  cigarettes 

31.8  percent 

11-20 

45.2 

21-30 

17.2 

31-40 

5.8 

40  plus 

none 

The  level  of  cigarette  consumption  on  a per  day 
basis  showed  that  none  of  the  respondents  smoked 
more  than  two  packs.  A majority  of  77  percent 
smoked  one  pack  or  less  per  day. 


Reasons  for  Starting  to  Smoke 


Peer  pressure 

44.9 

Maturity 

8.2 

Don’t  know 

4.4 

Like  taste 

5.7 

Lose  weight 

1.9 

Other 

24.1 

No  answer 

10.8 

The  reasons  given  for  starting  to  smoke  were 
varied,  including  nervousness,  desire  to  look  older, 
to  lose  weight,  do  something  with  hands.  The  reason 
most  often  stated,  however,  was  ‘keeping  up  with 
the  crowd.’ 


Percentage  of  Responding  Smokers 
Who  Have  Tried  to  Stop 
YES  78.3  percent  Number  of  Times: 

NO  21.7  1 23.0 

2-4  48.7 

5 plus  13.5 

No  answer  14.9 

Three  out  of  four  admitted  smokers,  or  78.3  per- 
cent, claimed  that  they  had  tried  to  quit  the  habit. 
Interesting,  too,  is  the  13.5  percent  who  stated 
they  had  tried  five  or  more  times.  The  most  frequent 
reason  given  for  quitting  or  reducing  cigarette  con- 
sumption was  the  concern  for  health.  This  concern 
was  expressed  by  47.9  percent  of  the  respondents. 
7.3  percent  quit  or  cut  down  on  smoking  due  to 
family  pressure,  while  19.4  percent  were  motivated 
by  the  cost  of  the  cigarette  habit. 


Now  a Nonsmoker  or  Cut  Down  - Why? 
Concern  for  health  47.9  percent 

Family  pressure  7.3 

Expense  19.4 

Other  25.5 


Do  you  think  nurses  have  a role  in  educating 
patients  about  the  effects  of  smoking? 

YES  94.3  percent  of  smokers  — 97.3  percent  of 
nonsmokers 

Are  you  interested  in  learning  to  help  the  patient 

Continued  on  Page  273 


IMPORTANT  INFORMATION:  This  is  a Sched- 
ule V substance  by  Federal  law ; diphenoxylate 
HCI  is  chemically  related  to  meperidine.  In 
case  of  overdosage  or  individual  hypersensi- 
tivity, reactions  similar  to  those  alter  meperi- 
dine or  morphine  overdosage  may  occur ; 
treatment  is  similar  to  that  lor  meperidine  or 
morphine  intoxication  (prolonged  and  careful 
monitoring).  Respiratory  depression  may  recur 
in  spite  ol  an  initial  response  to  Nalline ® (nal- 
orphine HCI)  or  Narcan ® (naloxone  HCI)  or 
may  be  evidenced  as  late  as  30  hours  after  in- 
gestion. LOMOTIL  IS  NOT  AN  INNOCUOUS 
DRUG  AND  DOSAGE  RECOMMENDATIONS 
SHOULD  BE  STRICTLY  ADHERED  TO,  ESPE- 
CIALLY IN  CHILDREN.  THIS  MEDICATION 
SHOULD  BE  KEPT  OUT  OF  REACH  OF 
CHILDREN. 


Indications:  Lomotil  is  effective  as  adjunctive  ther- 
apy in  the  management  of  diarrhea. 

Contraindications:  In  children  less  than  2 years, 
due  to  the  decreased  safety  margin  in  younger  age 
groups,  and  in  patients  who  are  jaundiced  or  hyper- 
sensitive to  diphenoxylate  HCI  or  atropine. 
Warnings:  Use  with  special  caution  in  young  chil- 
dren, because  of  variable  response,  and  with  extreme 
caution  in  patients  with  cirrhosis  and  other  ad- 
vanced hepatic  disease  or  abnormal  liver  function 
tests,  because  of  possible  hepatic  coma.  Diphenoxy- 
late HCI  may  potentiate  the  action  of  barbiturates, 
tranquilizers  and  alcohol.  In  theory,  the  concurrent 
use  with  monoamine  oxidase  inhibitors  could  pre- 
cipitate hypertensive  crisis.  In  severe  dehydration 
or  electrolyte  imbalance,  withhold  Lomotil  until  cor- 
rective therapy  has  been  initiated. 

Usage  in  pregnancy:  Weigh  the  potential  benefits 
against  possible  risks  before  using  during  preg- 
nancy, lactation  or  in  women  of  childbearing  age. 
Diphenoxylate  HCI  and  atropine  are  secreted  in  the 
breast  milk  of  nursing  mothers. 

Precautions:  Addiction  (dependency)  to  diphenoxy- 
late HCI  is  theoretically  possible  at  high  dosage.  Do 
not  exceed  recommended  dosages.  Administer  with 
caution  to  patients  receiving  addicting  drugs  or 
known  to  be  addiction  prone  or  having  a history  of 
drug  abuse.  The  subtherapeutic  amount  of  atropine 
is  added  to  discourage  deliberate  overdosage; 
strictly  observe  contraindications,  warnings  and  pre- 
cautions for  atropine;  use  with  caution  in  children 
since  signs  of  atropinism  may  occur  even  with  the 
recommended  dosage.  Use  with  care  in  patients  with 
acute  ulcerative  colitis  and  discontinue  use  if  ab- 
dominal distention  or  other  symptoms  develop. 
Adverse  reactions:  Atropine  effects  include  dryness 
of  skin  and  mucous  membranes,  flushing,  hyper- 
thermia, tachycardia  and  urinary  retention.  Other 
side  effects  with  Lomotil  include  nausea,  sedation, 
vomiting,  swelling  of  the  gums,  abdominal  discom- 
fort, respiratory  depression,  numbness  of  the  ex- 
tremities, headache,  dizziness,  depression,  malaise, 
drowsiness,  coma,  lethargy,  anorexia,  restlessness, 
euphoria,  pruritus,  angioneurotic  edema,  giant  urti- 
caria, paralytic  ileus,  and  toxic  megacolon. 

Dosage  and  administration:  Lomotil  is  contraindi- 
cated in  children  less  than  2 years  old.  Use  only 
Lomotil  liquid  for  children  2 to  12years  old.  Forages 
2 to  5 years,  4 ml.  (2  mg.)  t.i.d.;  5 to  8 years,  4 ml. 
(2  mg.)  q.i.d.;  8 to  12  years,  4 ml.  (2  mg.)  5 times 
daily;  adults,  two  tablets  (5  mg.)  t.i.d.  to  two  tablets 
(5  mg.)  q.i.d.  or  two  regular  teaspoonfuls  (10  ml., 
5 mg.)  q.i.d.  Maintenance  dosage  may  be  as  low  as 
one  fourth  of  the  initial  dosage  Make  downward 
dosage  adjustment  as  soon  as  initial  symptoms  are 
controlled. 

Overdosage:  Keep  the  medication  out  of  the  reach 
of  children  since  accidental  overdosage  may  cause 
severe,  even  fatal,  respiratory  depression.  Signs  of 
overdosage  include  flushing,  hyperthermia,  tachy- 
cardia, lethargy  or  coma,  hypotonic  reflexes,  nystag- 
mus, pinpoint  pupils  and  respiratory  depression 
which  may  occur  12  to  30  hours  after  overdose.  Evac- 
uate stomach  by  lavage,  establish  a patent  airway 
and,  when  necessary,  assist  respiration  mechani- 
cally. A narcotic  antagonist  may  be  used  in  severe 
respiratory  depression.  Observation  should  extend 
over  at  least  48  hours. 

Dosage  forms:  Tablets,  2.5  mg.  of  diphenoxylate  HCI 
with  0.025  mg.  of  atropine  sulfate.  Liquid,  2.5  mg.  of 
diphenoxylate  HCI  and  0.025  mg.  of  atropine  sulfate 
per  5 ml  A plastic  dropper  calibrated  in  increments 
of  Vz  ml.  (total  capacity,  2 ml.)  accompanies  each 
2-oz.  bottle  of  Lomotil  liquid. 


Searle  & Co. 

San  Juan,  Puerto  Rico  00936 


Address  medical  inquiries  to: 
G.  D.  Searle  & Co. 

Medical  Department,  Box  5110, 
Chicago,  Illinois  60680 
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Diarrhea  can  hook  anyone.  When  it  does, 
physicians  and  patients  both  want  prompt 
control  of  diarrheal  symptoms.  Lomotil  will 
usually  control  diarrhea  promptly. 

This  rapid  action  can  halt  the  emergency 
aspect  of  diarrhea  and  is  comforting  and 
reassuring  to  the  patient.  Electrolyte  and 


fluid  losses  can  be  corrected  while  the  spe- 
cific cause  of  the  diarrhea  is  being  deter- 
mined. If  an  infective  agent  is  the  cause, 
appropriate  specific  therapy  should  be 
given  along  with  Lomotil. 

Lomotil  is  contraindicated  in  children 
less  than  2 years  old. 


Lomotil 


cr 0 „ i,  , , _ _ , — iMDLtia  uuuiu 

and  each  5 ml  of  liqu.d  contain:  d.phenoxylate  hydrochloride  2 5 mg  (Warning  May  be  hab.t  forming),  atropine  sulfate  0 025  mg 

holds  the  line. 


In  hypertension, 

ALDOMETmethyldopaimsd) 

usually  offers  more 
than  effective  lowering 
of  blood  pressure... 


With  ALDOMET 
(Methyldopa,  MSD), 
existing  renal  function 
is  usually  unchanged 

ALDOMET  has  no  direct  effect  on  renal 
function.  When  used  in  effective  doses, 
ALDOMET  usually  does  not  reduce  glo- 
merular filtration  rate,  renal  blood  flow, 
or  filtration  fraction. 


With  ALDOMET 
(Methyldopa,  MSD), 
cardiac  output  is 
generally  unchanged 

ALDOMET  has  no  direct  effect  on  cardiac 
function.  When  ALDOMET  is  used  in  effec- 
tive doses  cardiac  output  is  usually 
maintained  with  no  cardiac  acceleration; 
in  some  patients  the  heart  rate  is  slowed. 


symptomatic  postural 
hypotension  is  infrequent 

ALDOMET  reduces  both  supine  and  standing  blood  pressure. 
Less  frequent  symptomatic  postural  hypotension  is  experienced 
with  ALDOMET  than  with  many  other  antihypertensive  agents. 
Exercise  hypotension  and  diurnal  blood  pressure  variations 
rarely  occur. 


simplify  therapy 
for  many  patients 


now  available 


ALDOMET*500mg 

(METHYLDOPAMSD) 


• often  more  practical  to  prescribe 

• easier  for  patients  to  remember 

Now  offered  in  addition  to  the  standard 
250-mg  tablet,  the  new  ALDOMET  500  mg 
tablet  is  a patient  convenience.  An  especially 
important  one,  since  in  hypertension  con- 
venience of  the  dosage  schedule  is  one  factor 
that  can  make  the  difference  in  compliance 
of  the  patient.  The  minimum  daily  dose  of 
ALDOMET  is  250  mg  b.i.d.  The  usual  starting 
dose  is  250  mg  t.i.d.  Dosage  is  adjusted  as 
necessary  by  adding  or  deleting  250  mg  or 
500  mg  at  intervals  of  not  less  than  two 
days.  The  maximum  dose  is  3.0  g per  day. 
Examples  of  b.i.d.  or  t.i.d.  dosage  convenience 
provided  by  ALDOMET  500  mg  within  the 
usual  daily  dosage  range  of  500  mg  to  2.0  g: 


for  hypertension 

TABLETS,  250  mg,  500  mg,  and  125  mg 

ALDOMET 

(METHYLDOPAIMSD) 

a unique  antihypertensive  agent 

ALDOMET  is  contraindicated  in  active  hepatic  disease, 
hypersensitivity  to  the  drug,  and  if  previous  methyldopa 
therapy  has  been  associated  with  liver  disorders.  It  is 
not  recommended  in  pheochromocytoma. 

It  is  important  to  recognize  that  a positive  Coombs  test, 
hemolytic  anemia,  and  liver  disorders  may  occur  with 
methyldopa  therapy.  The  rare  occurrences  of  hemolytic  anemia  MSD 
or  liver  disorders  could  lead  to  potentially  fatal  complica-  mfrtk 

tions  unless  properly  recognized  and  managed.  For  more  SKARFk 

details  see  the  brief  summary  of  prescribing  information.  DOHME 

For  a brief  summary  of  prescribing  information,  please  see  following  page. 


l.O-g 

daily 

dose 


1.5-g 

daily 

dose 


2.0-g 

daily 

dose 


NOTE:  Tablets  shown  are  not  actual  size. 


in  hypertension 

ALDOMET (METHYLDOPA  I M$D) 

usually  lowers  blood 
pressure  effectively 


Contraindications:  Active  hepatic  disease,  such  as 
acute  hepatitis  and  active  cirrhosis;  if  previous 
methyldopa  therapy  has  been  associated  with  liver 
disorders  (see  Warnings);  hypersensitivity. 
Warnings:  It  is  important  to  recognize  that  a 
positive  Coombs  test,  hemolytic  anemia,  and 
liver  disorders  may  occur  with  methyldopa 
therapy.  The  rare  occurrences  of  hemolytic 
anemia  or  liver  disorders  could  lead  to  poten- 
tially fatal  complications  unless  properly  recog- 
nized and  managed.  Read  this  section  carefully 
to  understand  these  reactions. 

With  prolonged  methyldopa  therapy,  10%  to  20%  of 
patients  develop  a positive  direct  Coombs  test, 
usually  between  6 and  12  months  of  therapy.  Lowest 
incidence  is  at  daily  dosage  of  1 g or  less.  This  on 
rare  occasions  may  be  associated  with  hemolytic 
anemia,  which  could  lead  to  potentially  fatal  com- 
plications. One  cannot  predict  which  patients  with  a 
positive  direct  Coombs  test  may  develop  hemolytic 
anemia.  Prior  existence  or  development  of  a positive 
direct  Coombs  test  is  not  in  itself  a contraindication 
to  use  of  methyldopa  If  a positive  Coombs  test 
develops  during  methyldopa  therapy,  determine 
whether  hemolytic  anemia  exists  and  whether  the 
positive  Coombs  test  may  be  a problem  For  exam- 
ple, in  addition  to  a positive  direct  Coombs  test 
there  is  less  often  a positive  indirect  Coombs  test 
which  may  interfere  with  cross  matching  of  blood 
At  the  start  of  methyldopa  therapy,  it  is  desirable  to 
do  a blood  count  (hematocrit,  hemoglobin,  or  red 
cell  count)  for  a baseline  or  to  establish  whether 
there  is  anemia  Periodic  blood  counts  should  be 
done  during  therapy  to  detect  hemolytic  anemia  It 
may  be  useful  to  do  a direct  Coombs  test  before 
therapy  and  at  6 and  12  months  after  the  start  of 
therapy  If  Coombs-positive  hemolytic  anemia  oc- 
curs, the  cause  may  be  methyldopa  and  the  drug 
should  be  discontinued  Usually  the  anemia  remits 
promptly  If  not,  corticosteroids  may  be  given  and 
other  causes  of  anemia  should  be  considered  If  the 
hemolytic  anemia  is  related  to  methyldopa.  the  drug 
should  not  be  reinstituted.  When  methyldopa  causes 
Coombs  positivity  alone  or  with  hemolytic  anemia, 
the  red  cell  is  usually  coated  with  gamma  globulin  of 
the  IgG  (gamma  G)  class  only  The  positive  Coombs 
test  may  not  revert  to  normal  until  weeks  to  months 
after  methyldopa  is  stopped 
Should  the  need  for  transfusion  arise  in  a patient 
receiving  methyldopa,  both  a direct  and  an  indirect 
Coombs  test  should  be  performed  on  his  blood  In 
the  absence  of  hemolytic  anemia,  usually  only  the 
direct  Coombs  test  will  be  positive  A positive  direct 
Coombs  test  alone  will  not  interfere  with  typing  or 


cross  matching.  If  the  indirect  Coombs  test  is  also 
positive,  problems  may  arise  in  the  major  cross 
match  and  the  assistance  of  a hematologist  or 
transfusion  expert  will  be  needed. 

Fever  has  occurred  within  first  3 weeks  of  therapy, 
sometimes  with  eosinophilia  or  abnormalities  in  liver 
function  tests,  such  as  serum  alkaline  phosphatase, 
serum  transaminases  (SGOT,  SGPT),  bilirubin,  ceph- 
alin  cholesterol  flocculation,  prothrombin  time,  and 
bromsulphalein  retention.  Jaundice,  with  or  without 
fever,  may  occur,  with  onset  usually  in  the  first  2 to 
3 months  of  therapy.  In  some  patients  the  findings 
are  consistent  with  those  of  cholestasis.  Rarely  fatal 
hepatic  necrosis  has  been  reported  These  hepatic 
changes  may  represent  hypersensitivity  reactions; 
periodic  determination  of  hepatic  function  should  be 
done  particularly  during  the  first  6 to  12  weeks  of 
therapy  or  whenever  an  unexplained  fever  occurs.  If 
fever  and  abnormalities  in  liver  function  tests  or 
jaundice  appear,  stop  therapy  with  methyldopa.  If 
caused  by  methyldopa.  the  temperature  and  abnor- 
malities in  liver  function  characteristically  have 
reverted  to  normal  when  the  drug  was  discontinued 
Methyldopa  should  not  be  reinstituted  in  such  pa- 
tients 

Rarely,  a reversible  reduction  of  the  white  blood  cell 
count  with  primary  effect  on  granulocytes  has  been 
seen  Reversible  thrombocytopenia  has  occurred 
rarely.  When  used  with  other  antihypertensive  drugs, 
potentiation  of  antihypertensive  effect  may  occur 
Patients  should  be  followed  carefully  to  detect  side 
reaction  or  unusual  manifestations  of  drug  idio- 
syncrasy. 

Use  in  Pregnancy:  Use  of  any  drug  in  women  who 
are  or  may  become  pregnant  requires  that  antici- 
pated benefits  be  weighed  against  possible  risks; 
possibility  of  fetal  injury  can  not  be  excluded 
Precautions:  Should  be  used  with  caution  in  pa- 
tients with  history  of  previous  liver  disease  or  dys- 
function (see  Warnings).  May  interfere  with 
measurement  of  uric  acid  by  the  phosphotungstate 
method,  creatinine  by  the  alkaline  picrate  method, 
and  SGOT  by  colorimetric  methods  Since  methyl- 
dopa causes  fluorescence  in  urine  samples  at  the 
same  wavelengths  as  catecholamines,  falsely  high 
levels  of  urinary  catecholamines  may  be  reported 
This  will  interfere  with  the  diagnosis  of  pheochro- 
mocytoma  It  is  important  to  recognize  this 
phenomenon  before  a patient  with  a possible  pheo- 
chromocytoma  is  subjected  to  surgery  Methyldopa 
is  not  recommended  for  patients  with  pheochromo 
cytoma  Urine  exposed  to  air  after  voiding  may 
darken  because  of  breakdown  of  methyldopa  or  its 
metabolites 


Stop  drug  if  involuntary  choreoathetotic  movements 
occur  in  patients  with  severe  bilateral  cerebrovascu 
lar  disease  Patients  may  require  reduced  doses  of 
anesthetics;  hypotension  occurring  during  anes- 
thesia usually  can  be  controlled  with  vasopressors 
Hypertension  has  recurred  after  dialysis  in  patients 
on  methyldopa  because  the  drug  is  removed  by  this 
procedure. 

Adverse  Reactions:  Central  nervous  system 
Sedation,  headache,  asthenia  or  weakness,  usually 
early  and  transient;  dizziness,  lightheadedness 
symptoms  of  cerebrovascular  insufficiency, 
paresthesias,  parkinsonism.  Bell's  palsy,  involuntary 
choreoathetotic  movements;  psychic  disturbances 
including  nightmares  and  reversible  mild  psychoses 
or  depression 

Cardiovascular:  Bradycardia,  aggravation  of  anginz 
pectoris  Orthostatic  hypotension  (decrease  daily 
dosage)  Edema  (and  weight  gain)  usually  relievec 
by  use  of  a diuretic.  (Discontinue  methyldopa  r 
edema  progresses  or  signs  of  heart  failure  appear! 
Gastrointestinal:  Nausea,  vomiting,  distention 
constipation,  flatus,  diarrhea,  mild  dryness  o 
mouth,  sore  or  "black'1  tongue,  pancreatitis 
sialadenitis. 

Hepatic:  Abnormal  liver  function  tests,  jaundice 
liver  disorders. 

Hematologic:  Positive  Coombs  test,  hemolytn 
anemia.  Leukopenia,  granulocytopenia,  throm 
bocytopema 

Allergic:  Drug-related  fever,  skin  rash. 

Other:  Nasal  stuffiness,  rise  in  BUN.  breast  enlarge 
ment,  gynecomastia,  lactation,  impotence 
decreased  libido,  mild  arthralgia,  myalgia 
Note;  Initial  adult  dosage  should  be  limited  ti 
500  mg  daily  when  given  with  antihypertensive 
other  than  thiazides  Tolerance  may  occur,  usuall 
between  second  and  third  month  of  therapy;  in 
creased  dosage  or  adding  a thiazide  frequentl 
restores  effective  control  Patients  with  impaire> 
renal  function  may  respond  to  smaller  doses  Syn 
cope  in  older  patients  may  be  related  to  increase 
sensitivity  and  advanced  arteriosclerotic  vascula 
disease;  this  may  be  avoided  by  lower  doses 
How  Supplied:  Tablets,  containing  125  m 
methyldopa  each,  in  bottles  of  100;  Tablets,  contair 
mg  250  mg  methyldopa  each,  in  single  uni 
packages  of  100  and  bottles  of  100  and  100C 
Tablets,  containing  500  mg  methyldopa  each,  i 
single-unit  packages  of  100  and  bottles  of  100 
For  more  detailed  information,  consult  your  MS 
representative  or  see  full  prescribing  inform& 
tion  Merck  Sharp  <S  Dohme.  Division  of  Merck 
Co  . he..  West  Point.  Pa  19486 


MSD  MERCK  SHARP  & DOHME 


with  a smoking  problem? 

YES  95.6  percent  of  smokers  — 98.1  percent  of 
nonsmokers 

The  questions  concerning  the  ‘exemplar  role’  of 
the  nurse,  received  positive  answers  from  both 
smokers  and  nonsmokers  alike. 

Do  you  think  nurses  should  discourage  patients 
from  smoking? 

YES  71.5  percent  of  smokers  — 86.9  percent  of 
nonsmokers 

NO  25.3  percent  of  smokers  — 11.9  percent  of 
nonsmokers 

In  your  opinion  - Why  is  it  that  a large 
percentage  of  nurses  smoke? 

Pressure  of  work  22.3  percent 

Inability  to  break  the  habit  54.5 

Disbelief  of  causal  relationship 

between  smoking  and  ill  health  7.8 

Other  15.1 

No  answer  1.2 

‘Inability  to  break  the  habit’  accounts  for  54.5  per- 
cent of  the  opinions  why  nurses  smoke. 

Should  hospitals  and  other  public  medical 
facilities  allow  smoking? 

Only  in  specially  designated  areas  — 84.8  percent  of 
smokers  — 78.9  percent  of  nonsmokers 
YES,  No  restrictions  on  smoking  — 6.3  percent  of 
smokers  — 2.3  percent  of  nonsmokers 
NO  smoking  allowed  — 8.9  percent  of  smokers  — 
18.7  percent  of  nonsmokers 
While  very  few  would  place  no  restrictions  on 
smoking  in  hospitals  and  other  public  medical  fa- 
cilities, the  majority  would  allow  smoking  only  in 
specially  designated  areas. 

Should  hospitals  and  other  public  medical  facilities 
allow  the  sale  of  cigarettes  within  the  facility? 
YES  36.9  percent  of  smokers  — 15.2  percent  of 
nonsmokers 

NO  20.3  percent  of  smokers  — 38.7  percent  of 
nonsmokers 

Only  in  coffee  shops:  42.7  percent  of  smokers  — 
46. 1 percent  of  nonsmokers 
Almost  twice  as  many  nonsmokers  as  smokers 
were  against  the  sale  of  cigarettes.  A majority  of 
both  smokers  and  nonsmokers  favored  the  sale  of 
cigarettes  only  in  the  coffee  shops. 

Are  you  bothered  by  tobacco  smoke? 

YES  9.5  percent  of  smokers  — 63.2  percent  of 
nonsmokers 

NO  45.6  percent  of  smokers  — 8.1  percent  of 
nonsmokers 

Sometimes:  44.9  percent  of  smokers  — 28.7  per- 
cent of  nonsmokers 

Do  health  professionals:  doctors,  nurses, 
therapists,  etc.  have  a responsibility  to  set  a good 


example  by  not  smoking  in  public? 

YES  45.0  percent  of  smokers  — 66.0  percent  of 
nonsmokers 

NO  23.9  percent  of  smokers  — 10.2  percent  of 
nonsmokers 


No  opinion:  31.1  percent  of  smokers 

— 23.8  percent 

of  nonsmokers 

Recognition  of  relationship  of  s 

making  to 

certain  diseases 

Major  cause 

Lung  cancer 

74.9  percent 

Pulmonary  emphysema 

52.4 

Chronic  bronchitis 

52.4 

Laryngeal  cancer 

48.9 

Oral  cancer 

45.1 

Contributing  Cause 

Coronary  Artery  Disease 

48.6  percent 

Any  soft  tissue  lesion 

39.2 

Leukoplakia 

34.5 

Can't  Say 

Neo-natal  death 

50.6  percent 

Bladder  cancer 

47.1 

Peripheral  vascular  disease 

42.3 

Summary  and  Comments 
The  level  of  smoking  among  the  Maine  student 
nurses  surveyed  in  1974  approximates  that  of  a 
national  random  sample  of  professional  nurses  sur- 
veyed in  1969, 4 i.e.,  37.3  percent. 

The  survey  reinforces,  we  think,  the  need  to  in- 
corporate a specific  learning  experience  regarding 
cigarette  smoking  and  health  in  the  nursing  curri- 
culum rather  than  assume  that  the  subject  will  be 
adequately  covered  within  the  regular  nursing  cur- 
riculum. A resurvey  of  as  many  of  the  same  student 
nurses  as  possible  at  the  time  of  graduation  is 
planned  in  an  attempt  to  assess  the  impact  of  the 
nurse  education  program  on  smoking  attitudes  and 
habits.  Analysis  of  significant  changes  that  are 
found  may  provide  useful  clues  for  improving  the 
educational  program  against  smoking. 

Despite  the  relatively  high  percentage  of  student 
nurses  who  smoke,  it  is  encouraging  to  note  their 
apparent  acceptance  of  the  notion  that  nurses  have 
a role  in  educating  patients  about  the  effects  of 
smoking  and  that  they  are  interested  in  learning  how 
to  help  the  patient  with  a smoking  problem. 
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Hemothorax  Complicating  Anticoagulation 
for  Pulmonary  Embolus 

A Report  of  2 Patients 

Franklin  E.  Bragg,  M.D.* 


Synopsis- Abstract 

Hemothorax  was  a complication  of  anticoagulation 
therapy  for  acute  pulmonary  embolus  in  two  patients. 
Anticoagulation  was  not  excessive  in  either.  This  un- 
usual complication  is  described  to  heighten  awareness 
of  its  occurrence. 

Hemorrhagic  complications  of  anticoagulant  ther- 
apy are  regrettably  common.  Surprisingly,  hemo- 
thorax, complicating  anticoagulation  for  pulmonary 
embolization,  has  been  reported  infrequently.1 6 
The  following  are  case  reports  of  2 patients  in 
whom  a massive  hemothorax  developed  while  being 
anticoagulated  for  pulmonary  embolus. 

Case  Reports 

Case  1 . A 56-year-old  woman  was  admitted  on  November  2 1 , 
1973,  with  a 36-hour  history  of  left  anterolateral  pleuritic  chest 
pain  without  associated  cough,  hemoptysis  or  shortness  of 
breath.  In  1968,  she  developed  a Coombs  positive  hemolytic 
anemia  with  one  of  twelve  L-E  cell  preparations  positive;  an- 
tinuclear antibody  titer  at  1:8;  R A test  negative;  and  skin,  muscle 
and  lymph  node  biopsy  normal.  Sixty  milligrams  a day  of  Pred- 
nisone reduced  the  hemolysis  but  induced  diabetes  mellitus 
which  was  treated  with  oral  agents.  Because  of  persistence  of  a 
high  reticulocyte  count,  splenectomy  was  carried  out  and  since 
that  time  she  had  remained  well,  off  all  medications  except 
Menest®  1.25mg  daily  for  post  pan-hysterectomy  menopausal 
symptoms. 

Two  weeks  prior  to  her  current  admission,  the  patient  frac- 
tured her  left  tibia  and  fibula  requiring  a long  leg  cast  and  bed  rest. 
On  admission  she  was  afebrile,  in  moderate  distress  with  chest 
pain  and  tachypnea.  Physical  exam  revealed  dry,  crackly  rales  at 
both  bases  posteriorly  without  a friction  rub,  the  murmur  of 
aortic  stenosis  without  a gallop  or  accentuation  of  the  pulmonic 
component  of  the  second  heart  sound,  and  no  evidence  of 
phlebitis  in  the  right  leg  or  left  groin.  Laboratory  studies  showed: 
Hematocrit,  38%;  platelets,  adequate  on  smear;  reticulocytes, 
2.1%;  white  blood  cell  count  (WBC),  13,700/cu  mm  without  a 
shift  to  the  left;  urinalysis,  electrolytes  and  electrocardiogram 
(ECG)  normal;  sedimentation  rate  uncorrected,  47;  direct 
Coombs  test,  4+  positive;  rheumatoid  arthritis  test  and  serology 
for  syphilis,  negative;  antinuclear  antibodies,  1:4;  blood  urea 
nitrogen  (BUN),  9;  bilirubin  (total),  less  than  1.0;  fasting  blood 
sugar,  115;  partial  thromboplastin  time  21  sec  (control  26  sec); 
and  stool  for  occult  blood,  negative.  Chest  x-ray  on  admission 
showed  haziness  at  the  left  costophrenic  angle  and  a companion 
lung  scan  showed  a perfusion  deficit  in  the  left  upper  anterior  lung 
field.  Arterial  blood  gases  on  room  air  were  pH  7.41,  pOz  55mm 
Hg,  pCOj  45mm  Hg. 

Intravenous  heparin  (sodium)  and  oral  (sodium)  warfarin 

•From  the  Medical  Service,  Eastern  Maine  Medical  Center, 

Bangor,  Maine  04401. 


Table  1 


Anticoagulant  Dosage  and  Coagulation 
Parameters  for  Case  1 

H eparin 
Units  IV 
Every  4 

(Tube  3, 
Minutes) 
Lee-White 
Clotting 

Coumadin ® 

Prothrom- 
bin Time 

Date 

hours 

Time 

(mg  polday) 

(%) 

Nov.  21 

5000 

11 

10 

90 

Nov.  22 

5000 

20 

10 

90 

Nov.  23 

5000 

23 

10 

49 

Nov.  24 

5000 

10 

43 

Nov.  25 

5000 

5 

32 

Nov.  26 

5000 

19 

7.5 

40 

Nov.  27 

5000 

5 

32 

Nov.  28 

5000 

19 

2.5 

27 

Nov.  29 

5000 

2.5 

29 

Nov.  30 

5000 

0 

26 

Dec.  1 

D/C 

39 

0 

19 

Dec.  2 

38 

0 

25 

therapy  were  started.  The  doses  and  clotting  parameters  are 
recorded  in  Table  1. 

The  partial  thromboplastin  time  was  not  repeated.  No  other 
drugs  except  meperidine  were  administered. 

On  November  26,  a repeat  chest  x-ray  showed  a definite 
infiltrate  at  the  left  base  posteriorly.  That  evening  the  patient 
developed  worsening  of  her  pleuritic  chest  pain  which  had  been 
improving.  Physical  exam  revealed  dullness  at  the  left  base  pos- 
teriorly while  ECG  showed  sinus  tachycardia.  By  November  28, 
she  was  febrile.  On  November  29,  chest  x-ray  and  physical  exam 
revealed  a large  fluid  collection  in  the  left  thorax.  Thoracentesis 
on  November  30  produced  only  a few  cubic  centimeters  (cc)  of 
blood  while  on  December  2 repeat  thoracentesis  yielded  550cc 
bloody  fluid  with  a hematocrit  of  16%  (blood  hematocrit,  26%) 
and  a negative  culture.  Heparin  was  discontinued.  A chest  tube 
was  placed  in  the  left  chest  December  3 with  drainage  of  another 
200cc  bloody  fluid  but  chest  x-ray  showed  almost  complete 
opacification  of  the  left  lung  field.  The  chest  tube  was  removed  on 
December  15,  having  drained  only  small  amounts  of  serosan- 
guineous  fluid. 

Warfarin  was  restarted  on  December  4 and  continued  without 
complication  for  seven  months  on  an  outpatient  basis.  A chest 
x-ray  taken  July  2,  1974,  showed  only  minimal  fibrotic  streaking 
at  the  left  base. 

Case  2.  A 30-year-old  white  woman  was  admitted  January  2, 
1974,  for  acute  appendicitis  requiring  appendectomy.  Surgery 
was  uncomplicated  and  recovery  uneventful.  At  home  on 
January  1 1 , she  suddenly  developed  right  chest  pain  while  watch- 
ing television  and  was  readmitted  with  cough  and  hemoptysis. 
She  was  afebrile,  in  mild  distress  with  pleuritic  chest  pain  and  a 
cough  but  had  no  abnormal  findings  on  complete  examination. 
Pelvic  examination  by  a gynecologist  revealed  only  a green 
frothy  vaginal  discharge  consistent  with  trichomonas  vaginitis. 
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Table  2 

Anticoagulant  Dosage  and  Coagulation 
Parameters  for  Case  2 

( Tube  3, 


Heparin  Minutes ) 

Units  IV  Lee-White  Prothrom- 

Every  4 Clottinf;  Coumadin ® bin  Time 


Date 

hours 

Time 

(mg  polday) 

(%) 

Jan.  1 1 

7500 

81 

Jan.  12 

7500 

21 

Jan.  13 

8500 

9 

10 

81 

Jan.  14 

8000 

42 

10 

43 

Jan.  15 

8000 

32 

5 

40 

Jan.  16 

8000 

19 

34 

Jan.  17 

D/C 

74 

Chest  x-ray  showed  an  elevated  right  diaphragm  with  atelectasis 
at  the  right  base.  Electrocardiogram  was  normal.  Arterial  blood 
gases  on  room  air  were:  pH  7.46,  pCh  70mm  Hg.  pCC>2  34mm 
Hg.  Additional  lab  data  included:  Hematocrit,  41%;  WBC, 
15,200  with  a normal  differential;  platelets,  adequate  on  smear; 
urinalysis  showed  pyuria;  urine  culture,  many  diphtheriods  and  a 
rare  gram  negative  rod;  electrolytes,  normal;  BUN,  12;  and 
fasting  blood  sugar,  85.  On  January  12,  lactic  acid  dehydrogenase 
was  1 1 1 units  (normal  29-92). 

She  was  started  on  intravenous  heparin  and  oral  warfarin  as 
shown  in  Table  2.  The  only  other  drugs  given  were  meperidine 
for  chest  pain  and  metronidazole  250mg  3 times  a day  starting  on 
January  15  for  trichomonas  vaginitis. 

By  the  third  hospital  day,  she  was  more  comfortable  but  fe- 
brile. On  January  15,  an  increase  in  the  chest  pain  occurred,  her 
hematocrit  dropped  from  37%  in  the  morning  to  33%  by  evening 
and  chest  x-ray  showed  a large  accumulation  of  fluid  in  the  right 
thorax.  The  next  day  the  fluid  in  the  right  thorax  had  increased  by 
physical  exam  and  x-ray.  Repeated  thoracenteses  yielded  only 
5cc’s  of  bloody  fluid  which  was  culture  negative.  Both  heparin 
and  warfarin  were  discontinued  and  20mg  phytonadione 
(Aqua-Mephyton®)  was  given  intravenously.  She  improved 
steadily  and  was  discharged  fully  ambulatory  January  21. 

Five  days  later  she  was  readmitted  with  increased  cough,  right 
chest  pain  and  shortness  of  breath.  She  was  afebrile  but  did  have 
a pleural  friction  rub  in  the  right  lateral  chest.  Chest  x-ray 
showed  the  same  large  amount  of  fluid  in  the  right  thorax,  lung 
scan  showed  a perfusion  deficit  only  at  the  right  base,  and  the 
hematocrit  was  34%.  Ambulation  was  continued,  analgesics 
were  administered  and  one  week  later  she  was  sent  home  again 
with  an  uneventful  recovery.  Chest  x-ray  on  June  27,  1974 
showed  fibrotic  streaking  and  a small  rounded  density  at  the  right 
lung  base  which  was  thought  to  represent  a slowly  resolving  fluid 
collection. 

Discussion 

Case  1 was  predisposed  to  thrombophlebitis  by 
the  immobilization  imposed  by  a long  leg  cast.  Al- 
though fat  embolization  was  not  excluded,  and 
spontaneous  hemothorax  has  been  reported  to 
occur  in  systemic  lupus  erythematosus  without 
anticoagulation,7  it  is  assumed  that  thrombophle- 
bitis in  the  left  leg  with  clot  embolization  occurred 


even  though  no  obvious  site  of  thrombophlebitis 
was  discovered  (the  left  leg  could  not  be  examined). 
Retrospectively  the  hemothorax  is  thought  to  have 
started  to  accumulate  on  November  26,  a day  when 
her  anticoagulation  was  not  excessive. 

Case  2 was  predisposed  to  thrombophlebitis  by 
abdominal  surgery  for  acute  appendicitis.  Once 
again  no  obvious  site  of  thrombophlebitis  was 
found,  but  clot  embolization  is  presumed  to  have 
occurred.  Her  hemothorax  developed  on  January 
1 5 when  her  anticoagulation  parameters  were  within 
the  “therapeutic  range”  or  slightly  high. 

The  therapeutic  dilemma  presented  by  both  these 
patients  was  whether  to  continue  anticoagulation  to 
prevent  subsequent  potentially  fatal  pulmonary 
emboli  or  to  stop  the  anticoagulation  to  avoid  pro- 
gression of  a potentially  fatal  hemothorax.  Case  1 
was  placed  back  on  oral  anticoagulants  after  a 4-day 
hiatus  because  it  was  felt  that  the  immobility  im- 
posed by  a long  leg  cast  would  continue  to  predis- 
pose her  to  thrombophlebitis  and  fatal  pulmonary 
emboli. 

Case  2 was  not  anticoagulated  again  because  her 
predisposition  to  thrombophlebitis  was  thought  to 
be  reduced  with  the  surgery  already  2 weeks  away 
and  the  patient  fully  ambulatory. 

Although  both  these  patients  may  have  had  an 
abnormally  elevated  partial  thromboplastin  time 
(evidencing  excessive  suppression  of  Factor  IX  by 
the  warfarin),  it  appears  that  they  developed  a 
hemothorax  without  excessive  anticoagulation. 
With  good  laboratory  control  of  anticoagulation, 
hopefully  this  complication  can  be  kept  at  an  ir- 
reducible minimum  and  with  heightened  awareness 
of  its  possible  occurrence,  earlier  clinical  recogni- 
tion may  help  to  keep  its  mortality  as  low  as  possi- 
ble. 
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In  the  search  for  answers  to  the  shortages  and 
maldistribution  of  health  care  services  and  per- 
sonnel, several  solutions  have  been  proffered:  more 
medical  schools  training  more  physicians;  new  para- 
professionals  such  as  physician’s  assistants  or 
MEDEX1  and  nurse  practitioners;2  and  various 
exotic  technologies,  including  computerized  al- 
gorithms,3 lasers,  satellites,4  and  closed  circuit  tele- 
vision.5 At  this  point  in  time,  television,  having  been 
subjected  to  diverse  field  trials  over  the  past  decade, 
has  proven  to  be  both  acceptable  and  efficient. 

Health  care  shortages  are  experienced  in  micro- 
cosm within  the  states  of  New  Hampshire  and  Ver- 
mont and  are  further  exacerbated  by  the  character- 
istics of  rural  life,  such  as  rugged  terrain  with  few 
good  roads,  severe  winter  conditions,  and  far  flung 
population  centers.  In  the  effort  to  overcome  these 
obstacles  to  quality  health  care,  interactive  tele- 
vision has  been  utilized  as  a demonstration  model 
to  provide  medical  education,  service,  and  consul- 
tation to  family  physicians  and  other  health  care 
workers  in  New  Hampshire  and  Vermont. 

Funded  by  the  Lister  Hill  National  Center  for 
Biomedical  Communications  (National  Library  of 
Medicine),  Interact,  the  Interactive  Television  Net- 
work of  Dartmouth  Medical  School,  provides  a 
microwave,  closed  circuit  television  system  cur- 
rently linking  two  medical  centers,  three  community 
hospitals,  a state  prison,  and  a vocational-technical 
college.  Each  of  these  facilities  participating  in  the 
network  share  their  resources  with  each  other  — re- 
sulting in  a large  pool  of  information  and  service  that 
is  almost  immediately  available. 

Interact  has  three  major  goals  — medical  educa- 
tion, certain  direct  medical  services,  and  consulta- 
tion. In  the  accomplishment  of  these  goals,  each 
facility  has  wired  rooms  for  closed  circuit  television, 
remote  and  mobile  cameras,  monitors,  videotape 
recorders,  x-ray  view  boxes,  slide  screens,  writing 
easels  and  other  ancillary  equipment.  Thus,  each 
facility  serves  as  a resource  center  for  each  other. 


All  of  the  authors  are  affiliated  with  the  Interactive  Television 
Network,  Department  of  Community  Medicine,  Dartmouth 
Medical  School,  Hanover,  New  Hampshire. 
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Medical  Education 

The  demand  for  continuing  medical  education 
(CME)  for  health  professionals  is  becoming  more 
widespread.  The  State  of  Washington  now  requires 
a specified  amount  of  CME  involvement  for  re- 
licensing physicians.  The  medical  societies  of  New 
Mexico  and  Pennsylvania  are  considering  legisla- 
tive action  to  provide  CME  for  physicians.  The 
Board  of  Commissioners  of  the  Joint  Commission 
on  Accreditation  of  Hospitals  now  requires  that  the 
medical  staff  provide  a continuing  program  of  pro- 
fessional education,  or  give  evidence  of  participa- 
tion in  such  a program.  Taking  a different  approach, 
the  AM  A has  sponsored  a voluntary  CME  incentive 
program:  the  American  Medical  Association  Phy- 
sician’s Recognition  Award.  During  the  first  three 
years  of  this  program,  approximately  thirty  thou- 
sand physicians  qualified  for  the  award. 

Typically,  the  family  physician  in  a rural  area 
experiences  some  inconvenience,  if  not  great  dif- 
ficulty, in  keeping  abreast  of  recent  developments 
in  medicine,  in  finding  time  to  read  medical  journals, 
in  scheduling  convention  meetings  into  his  already 
overburdened  work  schedule.  In  many  areas,  dis- 
tance makes  travel  impractical  and  winter  condi- 
tions frequently  make  it  arduous  if  not  impossible. 

The  Network  has  attempted  to  offer  family  phy- 
sicians in  the  rural  community  greater  accessibility 
to  CME  by  establishing  television  links  in  com- 
munity hospitals  remote  from  medical  schools. 
Consequently,  the  physician  who  is  geographically 
isolated  from  a medical  center  and  its  educational 
opportunities  can  have  ready  access  to  it  via  his 
nearest  hospital  in  the  link. 

The  Network  provides  daily  educational  pro- 
grams approved  for  elective  credits  by  the  Ameri- 
can Academy  of  Family  Practice.  Efforts  are  cur- 
rently being  directed  toward  offering  prescribed 
credits  as  well. 

Allied  health  workers,  such  as  Nurses, Physi- 
cal and  Inhalation  Therapists,7  Social  Workers, 
Ambulance  drivers  and  other  paramedical  person- 
nel have  been  included  in  the  educational  effort  by 
additional  programs  designed  to  meet  their  particu- 
lar needs. 

Medical  Service 

In  terms  of  providing  medical  service  to  outlying 
geographical  areas,  it  becomes  readily  apparent  that 
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Fig.  I shows  an  informal  educational  seminar  between  physicians 
at  Claremont,  N.H.  and  Hanover,  N.H. 

when  the  patient  population  is  scattered  about  in 
communities  either  too  small  to  fully  utilize  a resi- 
dent physician,  or  too  widely  separated  to  be  easily 
visited,  then  the  inherent  advantages  of  telemedi- 
cine may  themselves  justify  the  greater  expense. 

In  fact,  the  initial  endeavor  of  the  network  was 
to  provide  psychiatric  consultation  and  service  from 
Dartmouth  Medical  School  to  Claremont,  N.H.  — 
the  largest  town  in  Sullivan  County.  Neither  the 
town  nor  the  county  had  a resident  psychiatrist. 
The  evidence  from  this  early  project  seemed  tojusti- 
fy  the  conclusion  that  interactive  television  pro- 
vides a means  of  psychiatric  interviewing  at  a dis- 
tance with  a diagnostic  and  therapeutic  effective- 
ness approximating  that  which  is  obtainable  in  in- 
person  interviewing.8  Since  1968,  psychiatric  ser- 
vices have  been  one  of  Interact's  most  important 
medical  services. 

It  might  seem  that  the  defined  characteristics  of 
interactive  television  would  restrict  its  use  in  the 
provision  of  direct  medical  services  to  those  modal- 
ities in  which  sight  and  sound  are  the  prime  determi- 
nents  of  diagnosis  and  treatment,  such  as  psychia- 
try. Fortunately,  this  is  not  true.  With  the  addition 
of  ancillary  personnel,  for  example,  a MEDEX,  In- 
teract has  been  able  to  provide  dermatological  ser- 
vices to  a community  without  a dermatologist.  A 
trained  paraprofessional  is  needed  at  the  patient’s 
end  of  the  television  link  to  perform  such  activities 
as  patch  testing,  acne  surgery,  lesion  palpation,  and 
so  on.  The  MEDEX  acts  as  the  hands  of  the  derma- 
tologist, who  can  only  see  and  hear  the  patient.  A 
year  and  a half  s experience  in  providing  televised 
dermatological  services  has  indicated  that  it  can  be 
both  effective  and  efficient. ■' 

Similarly,  in  the  provision  of  speech  therapy  ser- 
vices by  television, ' it  becomes  necessary  to  have 
paraprofessionals  at  the  patient’s  end  of  the  link. 


Hg.  2 shows  a dermatologist  conducting  an  interview  with  the 
patient  and  the  MEDEX. 

Certain  procedures  require  a “hands  on’’  exper- 
ience where  someone,  speech  pathologist  or  speech 
aide,  needs  to  physically  touch  the  patient.  For 
example,  touching  the  tongue-teeth  with  a tongue 
blade,  pinching  the  nares,  tilting  the  head  and 
spreading  the  lips  to  allow  the  camera  to  zoom  in  for 
examination  of  teeth,  tongue,  tonsils  and  soon  — all 
are  facilitated  by  direct  physical  manipulation.  Such 
activities  can  easily  be  taught  speech  aides,  who  can 
perform  these  activities  at  the  remote  location  with 
the  speech  pathologist  observing. 

Thus,  the  advantages  of  a paraprofessional  in  a 
rural  area  backed  up  by  specialists  via  television  are 
many  and  they  offer  a partial  solution  to  the  lack  and 
maldistribution  of  medical  professionals.  With  such 
paraprofessionals,  Interact  expects  to  expand  its 
medical  services  beyond  psychiatry,  dermatology, 
and  speech  therapy. 

Consultation 

Family  physicians  in  the  community  and  special- 
ists in  the  medical  centers  have  held  consultations 
over  the  Interact  network  in  such  areas  as  psychia- 
try, pediatrics,  neurology,  radiology,  gastroen- 
terology, oncology,  and  surgery.  During  these  con- 
sultations, x-rays  and  slides  can  be  shown  over  the 
television  or  an  electronic  stethoscope  may  transmit 
heart  sounds.  Frequently  they  take  the  form  of  the 
traditional  case  presentation. 

A recent  innovation  in  consultation  has  been  an 
informal  breakfast  hour  between  family  physicians 
in  Claremont,  N.H.  and  the  Chairman  of  the  De- 
partment of  Medicine  at  Dartmouth  Medical 
School.  The  community  physicians  telephone  the 
Chairman’s  office  during  the  week  to  specify  what 
problems  or  difficult  cases  they  would  like  to  dis- 
cuss. The  Chairman  then  invites  appropriate 
specialists  from  the  medical  center  to  join  him 
durirrg  the  Friday  morning  breakfast  hour  to  add 
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Fig.  3 shows  a tumor  consultation  between  a physician  at 
Dartmouth-Hitchcock  Medical  Center  and  physicians  at  Clare- 
mont General  Hospital. 


their  expertise  to  the  particular  topic  under  con- 
sideration. This  joint  planning  and  mutual  involve- 
ment has  been  particularly  effective  in  making  this 
program  a successful  prototype  for  similar  pro- 
grams in  the  future. 

This  joint  involvement  in  the  planning  of  future 
interactions  — whether  they  are  educational  or  con- 
sultative, formal  or  informal  — has  proven  to  be  a 
crucial  concept  in  interpersonal  relationships.  All 
too  frequently  the  tender  egos  of  family  physician 
and  medical  school  specialist  become  bruised  by 
real  or  imagined  slights,  by  misperceptions  left  un- 
challenged, and  by  bids  for  status  and  prestige.10 
Joint  involvement  nurtures  equality  and  tends  to 
diminish  misperceptions.  Also,  a sense  of  owner- 
ship is  generated,  which  tends  to  increase  incentive 
and  motivation.  Of  further  importance  is  the  fact 
that  plans  made  jointly  tend  to  be  more  relevant  and 
suited  to  the  needs  of  the  participants  than  when 
they  are  left  to  one  person’s  assumptions  or  second 
guessing  process. 

When  a family  physician  in  the  community  has  a 
patient  for  whom  he  feels  a psychiatric  consultation 
is  needed , he  can  arrange  for  the  consultation  to  take 
place  over  television.  Following  the  physician’s 
telephone  call  to  the  medical  center  requesting  the 
consult,  the  psychiatrist  and  the  family  physician 
with  the  patient  go  to  the  T.V.  studios  in  their  re- 
spective hospitals.  A remotely  controlled  camera 
and  monitors  at  both  locations  allow  each  to  hear 
and  see  the  other  in  private;  no  cameramen  are 
necessary  and  the  closed  circuit  mode  prevents 
other  stations  from  listening  in.  After  introductions 
and  a brief  history,  the  family  physician  may  go  into 
an  adjoining  room  where  he  can  observe  the  inter- 
change between  the  psychiatrist  and  patient  over  a 
split  screen  monitor.  At  the  end  of  the  consultation, 
the  physician  may  return  to  the  studio  and  talk  with 
the  psychiatrist  regarding  medication,  management. 


or  referral  while  the  patient  goes  to  the  waiting  area. 
This  televised  consultation  process  permits  the 
physician  to  become  directly  and  immediately  in- 
volved in  the  process,  to  have  immediate  feedback, 
to  establish  rapport,  and  to  retain  control  over  his 
patient  — elements  which  are  difficult  to  obtain  by 
telephone  or  mail. 

Face-to-face  tumor  consultations  between  family 
physicians  in  the  community  and  oncologists  at  the 
medical  center  are  televised  regularly.  During  the 
consultations,  the  patients  themselves  may  be  pre- 
sented as  well  as  their  x-rays  shown.  Again,  feed- 
back to  the  family  physician  is  immediate.  Fre- 
quently this  procedure  saves  the  patient  an  unneces- 
sary trip  to  the  medical  center. 

An  additional  benefit  to  televised  consultation  is 
the  appropriateness  of  referral.  The  family  physi- 
cian soon  discovers  exactly  what  kinds  of  referrals 
the  various  departments  of  the  medical  center  want, 
what  they  are  equipped  to  deal  with,  and  what  pro- 
cedures they  typically  utilize.  An  inappropriate  re- 
ferral is  wasteful  for  everyone,  but  all  to  often  com- 
munication barriers  are  such  that  they  engender  am- 
biguity or  misinformation.  The  capability  of  interac- 
tion over  television  from  distant  communities  al- 
lows physicians  to  receive  and  offer  immediate  and 
accurate  perceptions. 

Availability  and  Accessibility 

One  of  the  important  lessons  that  Interact  has 
learned  regarding  utilization  of  the  network  revolves 
around  the  concepts  of  availability  and  accessibility. 
Merely  because  educational  programs  and  services 
are  available  somewhere,  the  busy  physician  may 
not  take  advantage  of  them.  The  key  to  utilization  is 
accessibility,  the  immediacy  of  obtaining  that  which 
is  desired.  For  example,  the  Dartmouth-Hitchcock 
Medical  Center  has  long  held  educational  meetings 
and  symposia,  which  physicians  throughout  the 
state  could  attend  if  they  wished.  However,  atten- 
dance by  non-Dartmouth  physicians  has  been 
sporadic.  Now,  with  many  of  these  meetings  tele- 
vised throughout  the  network,  the  community  phy- 
sician has  only  to  go  to  the  nearest  participating 
facility  to  take  part  in  a program.  Attendance  has 
recently  soared. 

Accessibility  operates  with  patients  in  a similar 
manner.  One  hundred  and  ten  consecutive  patients 
to  the  televised  dermatology  clinic  were  asked  what 
they  would  have  done  if  the  TV  clinic  was  not  avail- 
able. Thirty-three  percent  replied  that  they  did  not 
know,  they  would  have  done  nothing,  or  they  would 
have  treated  themselves.  These  thirty-three  percent 
came  for  treatment  because  it  was  easily  accessible. 
Again,  accessibility  means  use. 

Conclusion 

The  experiences  of  Interact  indicate  that  closed 
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circuit  television  is  one  solution  to  the  shortages 
and  maldistribution  of  health  care  personnel  and 
services.  In  the  face  of  long  distances,  uncoopera- 
tive terrain  and  weather,  interactive  television  can 
bring  quality  medical  education,  medical  services, 
and  consultations  on  an  as  needed  basis  to  those 
medical  communities  that  lack  them. 
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The  First  Six  Months  After  Otitis  Media 

A Preliminary  Report 

Colleen  Taylor,  R.N.,  P.N.A.*  and  Daniel  K.  Onion,  M.D.,  M.P.H.* 


Summary 

Eighty-nine  children  with  otitis  media  were  ob- 
served for  six  months.  Transient  hearing  impair- 
ment occurred  in  24%.  Ninety-eight  percent  had 
cleared  clinically  by  three  weeks.  More  than  one- 
third  had  a second  attack  and  more  than  one-third  of 
these  patients  had  a third  recurrence  within  the  six 
months.  The  male/female  ratio  was  nearly  equal  for 
first  attacks  but  males  had  more  recurrences.  Those 
patients  who  did  not  take  all  of  their  medicine  in  a 
prescribed  manner  had  fewer  recurrences. 

Introduction 

Otitis  media  is  a very  common  diagnosis  in  a 
primary  care  practice.  The  disease  is  relatively  pre- 
cisely defined  by  historical  and  physical  examina- 
tion data,  and  its  treatment  is  effective.1  If  not 
treated,  it  probably  leads  to  significant  hearing  loss 
in  many  children.  Even  when  treated  appropriately, 
temporary  hearing  deficits  occur  in  more  than  one- 
half,  and  permanent  loss  may  result  in  10%  of  the 
patients  or  more.2  Acute  hearing  capability  is  cru- 
cial to  a child’s  success  in  school.3  The  use  of  an- 
tibiotics has  markedly  diminished  other  serious 
complications  of  otitis  media  like  mastoiditis,  facial 
nerve  damage  and  meningitis.  But  the  disease  is  still 
a serious  one.  Hearing  loss  complications  can  be 
easily  overlooked  in  a busy  practice  which  focuses 
on  acute  illnesses. 

We  codified  our  general  approach  to  otitis  media 
two  years  ago  in  the  form  of  a rough  protocol.  The 
protocol  defines  the  essential  diagnostic  criteria  and 
prescribes  a treatment  and  follow-up  regimen. 
Using  this  protocol,  we  began  documenting  our  ex- 
perience with  otitis  media  in  our  practice  in  order  to 
compare  it  with  the  published  experiences  in  other 
practices. 

Methods 

All  local  cases  of  otitis  media  seen  by  one  of  us 
(CT)  were  tabulated.  To  make  the  diagnosis,  we 
required  an  inflamed,  dull  tympanic  membrane  with 
poor  pneumatic  movement  in  a compatible  clinical 
setting.  Cases  with  a perforated  drum  were  not  in- 
cluded. 

All  cases  were  treated  with  oral  antibiotics  for  ten 
days.  Children  under  one  year  of  age  were  treated 
with  ampicillin  alone,  those  one  to  three  years  old. 
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with  ampicillin  and  a decongestant,  those  over  three 
years  with  penicillin  and  a decongestant.  If  a history 
of  penicillin  allergy  was  elicited,  erythromycin  was 
substituted  and  sulfisoxazole  also  added  if  the  child 
was  under  three. 

All  cases  were  re-examined  at  two  weeks.  If  the 
inflammation  and/or  dullness  had  not  resolved,  or  if 
the  drum’s  pneumatic  movement  was  poor,  then  the 
patient  was  asked  to  return  in  another  week.  At  that 
point  (21  days  after  initial  diagnosis),  if  the  ear  was 
still  abnormal,  the  patient  was  referred  to  an  ear- 
nose-throat  physician.  Screening  audiograms  were 
performed  in  children  over  four,  between  two  and 
three  weeks  after  initial  diagnosis.  If  abnormal, 
these  were  repeated  at  three  months.  The  audio- 
grams  were  performed  by  a public  health  nurse 
using  an  Ausi  1969  Maico  Audiometer®  with  a 
sensitivity  of  30  decibels  at  250-8000  cps.  Twenty- 
one  of  23  children  over  four  had  audiograms. 

Patients  were  asked  to  bring  prescription  bottles 
with  them  to  the  two  week  follow-up  appointment. 
Compliance  in  taking  the  prescribed  medicines  was 
estimated  from  the  unused  amount.  If  more  than 
10%  of  patients’  medicines  remained,  they  were 
judged  relatively  non-compliant. 

After  tabulating  data  for  a year,  we  have  ex- 
amined the  first  six  months  experience  of  each  of 
our  first  89  cases.  Most  patients  returned  to  the 
same  provider  (CT)  when  recurrent  illness  oc- 
curred. However,  we  reviewed  the  charts  of  and 
telephoned  all  patients  we  had  not  seen  personally. 
This  way  recurrences  which  were  diagnosed  and 
treated  by  the  other  12  providers  in  our  group  prac- 
tice were  included  in  the  data.  None  of  our  index 
cases  acknowledged  getting  medical  care  outside  of 
our  medical  group  during  the  six-month  follow-up 
period.  Thus,  our  recurrence  estimates  should  in- 
clude all  medically  attended  illness.  Recurrent 
cases  occurring  more  than  six  months  after  the 
index  case  of  otitis  in  a study  patient  are  not  in- 
cluded in  this  report. 

Because  we  cannot  precisely  define  the  popula- 
tion at  risk,  we  cannot  make  estimates  of  the  inci- 
dence of  otitis  media  in  our  area. 

Results 

Otitis  media  was  diagnosed,  treated  and  followed 
for  six  months  in  89  children.  These  children  had  59 
additional  episodes  within  the  six  month  follow-up 
period.  Fifty-five  percent  of  the  cases  were  in 
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males.  Sixty-six  percent  of  the  children  were  under 
three  years  old,  84%  under  six  and  92%  under  nine. 

Hearing  impairment  occurred  in  five  of  21  (24%) 
at  the  initial  two  week  follow-up.  Of  these  patients, 
three  were  referred  for  ENT  evaluation  and  treat- 
ment and  two  others  were  subsequently  found  to 
have  normal  hearing. 

Ninety-five  percent  of  the  cases  had  cleared  and 
were  normal  by  physical  exam  at  two  weeks. 
Ninety-seven  percent  were  norma!  at  three  weeks. 

Of  the  89  children,  34  (38%)  had  a second  case  of 
otitis  within  six  months,  and  14  (41%)  of  these  had  a 
third  case  within  six  months  of  the  first  episode. 
Thirty-nine  of  47  (8 1%)  of  the  recurrences  included 
the  originally  affected  ear.  Among  males,  47%  had  a 
first  recurrence  and  52%  of  these  had  a second 
within  the  six  month  observation  period.  By  con- 
trast, only  27%  of  the  female  index  cases  had  a 
recurrence  and  only  18%  of  these  had  a second 
recurrence  in  the  six-month  period.  This  is  a 
significant  difference  between  sexes  (p<.05  by 
two-tailed  test  of  difference  between  two  propor- 
tions for  first  and  second  recurrences). 

Patients  cooperated  by  bringing  back  medicine 
bottles  so  that  compliance  in  taking  prescribed 
medicines  could  be  estimated  in  101  of  102  cases. 
Fifty-one  percent  (46  of  90)  of  compliant  patients 
had  recurrences  within  the  six-month  observation 
period.  In  contrast,  only  9%  ( 1 of  1 1)  non-compliant 
patients  had  recurrences.  This  difference  is  statisti- 
cally significant  (p<.05  by  two-tailed  difference  be- 
tween two  proportions). 

Discussion 

Hearing  impairment  in  our  patients  was  less 
common  than  reported  by  others.  Lowe4  in  En- 
gland, found  55%  of  children  over  four  years  old 
with  otitis  media  had  greater  than  30db  loss  at  six 
months.  However,  many  of  these  patients  were  not 
treated  with  antibiotics  and  others  were  treated  with 
tetracycline.  Olmstead2  found  that  55%  of  children 
over  two  and  a half  years  old  with  otitis  had  a trans- 
ient loss,  but  only  12%  had  a permanent  deficit 
beyond  six  months.  Our  finding  of  24%  impairment 
at  two  weeks  is  encouraging. 

The  vast  majority  of  our  patients  clinically 
cleared  their  otitis  within  two  weeks  and  all  but  3% 
had  cleared  by  three  weeks.  The  Medical  Research 
Council  in  England  reports  similar  figures.5  Lowe  4 
found  29%  not  yet  clear  at  four  weeks.  But,  as 
mentioned  above,  many  of  these  cases  were  not 
treated  with  antibiotics.  And  many  of  Lowe’s  pa- 
tients did  not  report  back.  Since  the  well  ones  would 
presumably  be  preponderant  in  his  non-reporters, 
Lowe's  estimates  of  clearing  rates  are  probably  low. 

We  were  surprised  that  over  one-third  of  our  pa- 
tients had  recurrent  otitis,  usually  involving  the 
same  ear,  within  the  six-month  observation  period. 


But  the  Medical  Research  Council5  reports  that 
over  one-half  of  their  cases  of  otitis  media  occur  in 
children  with  a history  of  a previous  episode.  And 
others6  say  about  one-third  of  their  cases  recur 
within  four  months.  The  significantly  increased  sus- 
ceptibility of  males  to  recurrence  is  striking,  but 
consistent  with  the  general  observation  that  young 
males  are  more  vulnerable  to  disease  than  females. 
Because  of  these  results,  we  plan  to  consider  seri- 
ously prophylactic  antibiotics7  for  at  least  six 
months  in  males  we  see  with  otitis  media. 

Finally,  the  apparent  protection  from  recurrence, 
which  incomplete  taking  of  the  prescribed  medi- 
cines seemed  to  afford,  raises  many  questions. 
Others  have  found  no  difference  between  patients 
who  take  all  their  medicine  and  those  who  do  not7  8 
even  though  the  criteria  used  was  much  less  strin- 
gent (more  than  one-third  of  medicine  remaining) 
that  was  ours.  A delay  in  instituting  antibiotics  for 
bacterial  otitis  media  may  diminish  the  liklihood  of 
recurrence  or  relapse,6  although  why  this  is  true  is 
unclear.  Conceivably,  the  discrepancies  we  note 
between  these  two  groups  of  patients  may  in  some 
way  be  related  to  the  same  phenomenon.  On  the 
other  hand,  we  do  not  know  what  proportion  of  all 
cases  of  otitis  seek  medical  attention.  And  if  all  do 
not,  as  we  suspect,  then  some  relatively  non- 
compliant  children  could  have  suffered  a recurrence 
at  home  without  our  knowing  it. 

In  the  future,  we  hope  to  examine  long-term  re- 
currence rates  and  hearing  loss  and  the  effect  of 
decongestant  therapy  on  the  same  parameters. 
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Special  Article 

Medical  Intelligence 

DRUG  THERAPY 

Neurologic  Syndromes  Associated  with  Antipsychotic-Drug  Use 


Acute  dystonias,  akathisias  and  Parkinsonism 
have  long  been  recognized  as  extrapyramidal  side 
effects  that  occur  in  susceptible  persons  who  are 
taking  any  of  the  drugs  in  the  treatment  of  psychosis 
(Table  1).*  These  side  effects  often  occur  early  in 
treatment,  and  they  usually  respond  to  dosage  re- 
duction or  the  addition  of  corrective  medication. 
More  recently,  a quite  different  syndrome,  tardive 
dyskinesia,  has  been  found  to  be  associated  with 
antipsychotic  drug  use.  Many  aspects  of  the  charac- 
teristics, etiology,  prevention  and  treatment  of  this 
variegated  set  of  symptom  complexes  are  very  un- 
clear at  present.  However,  patients  who  clearly 
show  this  syndrome  are  not  uncommon,  and  the 
condition  sometimes  persists  with  little  improve- 
ment for  periods  of  one  to  two  years  or  indefinitely. 

The  purpose  of  the  present  paper  is  to  review  our 
current  knowledge  about  tardive  dyskinesia  and  to 
contrast  it  with  other  neurologic  conditions  asso- 
ciated with  antipsychotic  drug  use.  We  hope  that 
this  paper  will  help  the  practicing  physician  to  diag- 
nose these  conditions  and  to  decide  what  clinical 
practices  are  indicated. 

In  our  opinion,  the  antipsychotic  drugs  are 
uniquely  necessary  to  the  effective  treatment  of 


Prepared  by  the  American  College  of  Neuropsychopharma- 
cology-Food  and  Drug  Administration  Task  Force.  Members  of 
the  Task  Force  are  as  follows:  Burtrum  C.  Schiele,  M.D.,  Uni- 
versity of  Minnesota  Medical  School;  Donald  Gallant,  M.D., 
Tulane  University  Medical  School;  George  Simpson,  M.D., 
Rockland  State  Hospital,  Orangeburg,  N.Y.;  Elmer  A.  Gardner, 
M.D.,  Division  of  Neuropharmacological  Drug  Products, 
Bureau  of  Drugs,  Food  and  Drug  Administration;  and  Jonathan 
O.  Cole,  M.D.,  Boston  State  Hospital.  Consultants  are  as  fol- 
lows: George  Crane,  M.D.,  Spring  Grove  State  Hospital,  Bal- 
timore, Md.;  Frank  Ayd,  M.D.,  Baltimore,  Md.;  Jerome 
Levine,  M.D.,  Psychopharmacology  Branch,  National  Institute 
of  Mental  Health;  Thomas  Chase,  M.D.,  Section  on  Experi- 
mental Therapeutics,  National  Institute  of  Mental  Health;  and 
Leszek  Ochota,  M.D.,  Bureau  of  Drugs,  Food  and  Drug  Ad- 
ministration. 

♦The  term  “antipsychotic  drug"  will  be  used  in  this  paper  in 
referring  to  these  agents.  This  is  now  a more  generally  accepted 
and  less  confusing  designation  than  other  terminology  such  as 
neuroleptic,  tranquilizer  and  ataraxic  used  more  commonly  in 
the  past. 

Reprinted,  by  permission.  From  The  New  England  Journal  of 
Medicine,  Vol.  289,  pages  20-23,  July  5,  1973. 


Table  1 


Antipsychotic  Agents 

Commercial  Name 

Generic  Name 

Phenothiazines: 

Compazine 

Prochlorperazine 

Etrafon  (Triavil) 

Perphenazine  and  amitriptyline 

Largon 

Propiomazine 

Levoprome* 

Methotrimeprazine 

Mellaril 

Thioridazine 

Phenergan 

Promethazine 

Proketazine 

Carphenazine 

Prolixin  (Permitil) 

Fluphenazine 

Quide 

Piperacetazine 

Repoise 

Butaperazine 

Serentil 

Mesoridazine 

Sparine 

Promazine 

Stelazine 

Trifluoperazine 

Thorazine 

Chlorpromazine 
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Acetophenazine 

Torecan 

Thiethylperazine 

Trilafon 

Perphenazine 

Vesprin 

Triflupromazine 

Butyrophenones; 

Haldol 

Haloperidol 

Innovar* 

Droperidol 

Thioxanthenes: 

Navane 

Thiothixene 

Taractan 

Chlorprothixene 

*Not  marketed  as  an  antipsychotic. 


schizophrenic  illnesses.  The  limited  information 
available  on  tardive  dyskinesia,  in  particular,  must 
be  used  with  this  fact  in  mind.  Clearly  to  differenti- 
ate other  drug-related  extrapyramidal  disorders 
from  tardive  dyskinesia,  the  other  conditions  are 
discussed  first. 

Acute  Dystonic  Reaction 
Acute  dystonic  reactions  are  of  sudden  onset  and 
consist  of  bizarre  muscular  spasms  that  have  been 
misdiagnosed  as  tetany  or  hysteria.  The  muscles  of 
the  head  and  neck  are  predominantly  affected,  and 
the  most  commonly  noted  feature  is  an  involuntary 
spasm  of  tongue  and  mouth  muscles  leading  to  dif- 
ficulties in  speaking  and  swallowing.  The  masseter 
muscles  may  be  tightly  contracted,  so  that  the 
mouth  cannot  be  opened.  Facial  grimacing  may  also 
be  prominent.  The  neck  muscles  are  also  frequently 
affected;  thus,  opisthotonos,  torticollis,  etc.,  can 
occur  and  may  be  associated  with  oculogyric  crisis 
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— i.e. , spasm  of  the  external  ocular  muscles  with 
painful  upward  gaze  persisting  for  minutes  or  hours. 
The  back,  arm  and  leg  muscles  are  less  frequently 
affected,  but.  when  they  are,  they  can  produce 
bizarre  gaits  and  difficulty  in  walking.  The  acute 
dystonic  reactions  usually  take  place  within  24  to  48 
hours  from  start  of  medication  and  occasionally 
occur  or  recur  when  there  is  an  increase  in  dosage. 
Acute  dystonic  reactions  occur  more  often  in  young 
people  than  in  old.  and  in  males  than  in  females.  The 
occurrence  of  this  phenomenon  appears  to  be  a mat- 
ter of  individual  sensitivity  as  well  as  of  the  dose  and 
type  of  antipsychotic  drug  administered.  These 
reactions  are  easily  treated  by  parenteral  adminis- 
tration of  a wide  variety  of  agents  — e.g.,  antihis- 
taminics,  barbiturates,  and  anti-Parkinsonism 
agents.  Response  is  dramatic,  and  continued  medi- 
cation is  usually  not  required. 

Akathisia 

Akathisia  refers  to  a subjective  desire  to  be  in 
constant  motion  rather  than  any  specific  motor 
pattern.  Patients  complain  of  an  inability  to  sit  or 
stand  still,  and  of  a drive  to  pace  up  and  down.  They 
may  complain  of  being  restless,  fidgety  and  having 
to  be  in  constant  motion.  The  subjective  feeling  of 
muscle  discomfort  often  precedes  the  onset  of  ob- 
servable motor  restlessness.  Further  subdivisions  of 
this  phenomena,  such  as  tasikinesia  or  restless  legs, 
are  included  in  this  category. 

Akathisia  may  occur  early  in  treatment  and  is 
sometimes  mistaken  for  psychotic  agitation;  this 
clinical  error  can  lead  to  an  unnecessary  further  in- 
crease of  the  antipsychotic  medication.  The  use  of 
parenteral  anti-Parkinsonism  agents  at  this  stage 
may  produce  an  immediate  response  to  the  condi- 
tion; however,  it  is  not  unusual  for  this  type  of  extra- 
pyramidal  side  effect  to  show  an  inadequate  re- 
sponse to  such  medication,  and  it  is  frequently  nec- 
essary to  reduce  the  dosage  of  the  antipsychotic 
medication  or  add  a sedative  agent  such  as  diaze- 
pam or  diphenhydramine.  Treatment  may  then  be 
continued  with  combined  anti-Parkinsonism  medi- 
cation, and  after  a few  weeks  or  months,  the  grad- 
ual withdrawal  of  this  agent  may  be  undertaken. 

Parkinsonism 

This  condition  may  be  clinically  indistinguishable 
from  post-encephalitic  or  idiopathic  Parkinsonism. 
It  occurs  at  varying  intervals  after  initiation  of  anti- 
psychotic drug  therapy  at  conventional  dosage 
levels.  Like  the  dystonias,  it  can  be  patient  related 
or  dose  related.  Thus,  very  high  doses  of  medication 
can  (but  do  not  always)  rapidly  produce  a picture 
resembling  Parkinsonism.  The  signs  are  similar  to 
those  of  the  classic  illness  — i.e.,  the  first  signs  are 
usually  a reduction  in  facial  movements  followed  by 
a reduction  in  arm  movements,  and  ultimately  the 


shuffling  gait,  pill-rolling  hand  movements  or  other 
typical  signs.  Patients  with  fully  developed  cases 
have  a generalized  slowing  of  volitional  movement, 
tremor  at  rest  especially  involving  the  distal  upper 
extremities  and  rigidity,  and  treatment  is  by  reduc- 
tion of  dosage  or  addition  of  conventional  anti- 
Parkinsonism  agents. 

Tardive  Dyskinesia 

Tardive  dyskinesia,  which  has  also  been  called 
"terminal  extrapyramidal  insufficiency,"  "complex 
dyskinesia”  and  "persistent  dyskinesia,"  is  a rea- 
sonably well  defined  clinical  entity  that  can  con- 
ceivably occur  after  several  weeks  or  months  of 
antipsychotic-drug  treatment  but  is  usually  ob- 
served only  after  several  years  of  treatment.  In  an 
unknown  percentage  of  cases,  the  syndrome  is  ap- 
parently irreversible  and  can  be  called  "permanent 
dyskinesia."  Paradoxically,  it  may  appear  for  the 
first  time  shortly  after  antipsychotic-drug  treatment 
has  been  discontinued;  antipsychotic  agents  can 
suppress  the  dyskinesia  by  inducing  mild  Parkin- 
sonism. The  incidence  of  the  condition  is  almost 
impossible  to  state  with  any  assurance  since  no  clear 
criteria  exist  on  which  to  base  a diagnosis  of  mini- 
mal tardive  dyskinesia  and  most  reported  preva- 
lence surveys  do  not  adequately  define  the  popula- 
tion studied.  It  is  rarely  seen  in  acute  psychiatric 
units,  even  in  patients  with  recurring  schizophrenia, 
and  prevalence  rates  of  the  order  of  20  per  cent  have 
been  reported  in  older  institutionalized  patient 
groups  with  very  chronic  disease.  Perhaps  3 to  6 per 
cent  of  patients  in  a mixed-psychiatric  population 
receiving  antipsychotic  drugs  would  exhibit  some 
aspects  of  this  syndrome  at  one  time  or  another. 
Symptoms  overt  enough  to  be  recognized  by  a 
casual  observer  are  not  uncommon;  severe  and  in- 
capacitating symptoms  are  quite  rare,  fortunately. 

The  syndrome  is  more  likely  to  be  present  in 
elderly  patients  and  may  well  be  more  common  in 
women  and  in  patients  with  a prior  history  of  brain 
damage. 

A syndrome  resembling  tardive  dyskinesia  has 
been  reported  to  occur  in  children  receiving  anti- 
psychotic medication.  In  contrast  to  the  adult  syn- 
drome, the  mouth  and  face  were  rarely  affected,  and 
repetitive  choreiform  movements  of  the  extremities 
were  most  common.  In  one  published  study,  these 
movements  disappeared  over  a one-year  period  in 
all  10  children  studied.  In  an  unpublished  report,  the 
syndrome  disappeared  completely  within  a month 
in  half  the  18  affected  children.  In  both  studies  the 
syndrome  was  detected  only  after  antipsychotic 
medication  was  stopped.  There  are  informal  reports 
of  similar  phenomena  in  adult  psychiatric  patients 
after  only  a few  months  of  treatment.  Again,  the 
syndrome  disappeared  after  a few  weeks  or  months. 
It  is  unclear  whether  or  not  the  above,  more  tran- 
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sient  conditions  should  be  called  tardive  dyskinesia. 

Description 

Tardive  dyskinesia  as  usually  seen  in  older  pa- 
tients with  more  chronic  condition  is  characterized 
by  stereotyped,  repetitive,  involuntary  movements 
of  the  mouth,  lips  and  tongue  and  is  sometimes  ac- 
companied by  choreiform  movements  of  the  limbs 
or  trunk. 

The  most  widely  described  symptoms  make  up 
the  “buccolinguomasticatory”  triad,  which  con- 
sists of  sucking  and  smacking  movements  of  the 
lips,  lateral  jaw  movements,  and  puffing  of  the 
cheeks,  with  the  tongue  thrusting,  rolling  or  making 
fly-catching  movements.  Such  movements  may  be 
carried  on  with  the  mouth  closed;  the  tongue  hits  the 
inside  of  the  cheek,  and  a chewing-the-cud  type  of 
movement  will  be  seen.  Although  the  syndrome  is 
the  most  frequently  described  and  seen,  it  is  by  no 
means  the  only  mode  of  onset.  Sometimes  tic-like 
movements  involving  the  lips  and  eyes  may  ante- 
date these  symptoms,  and  other  parts  of  syndrome, 
described  below,  may  also  appear  first.  The  oral 
movements  usually  worsen  under  emotional  ten- 
sion; they  disappear  during  sleep.  It  has  been  sug- 
gested, though  not  established,  that  fine  vermicular 
movements  of  the  tongue  may  be  an  early  sign  of 
tardive  dyskinesia. 

The  extremities  may  show  choreiform  move- 
ments that  are  variable,  purposeless,  involuntary 
quick  movements.  They  sometimes  intensify  on 
attention  but  are  irregular  in  occurrence.  Frequently 
associated  with  these  symptoms  are  athetoid  move- 
ments, which  are  continuous,  arrhythmic,  worm- 
like slow  movements  in  the  distal  parts  of  the  limbs. 
The  choreoathetoid  movements  particularly  affect- 
ing the  arms  and  fingers  are  to  be  differentiated  from 
schizophrenic  stereotyped  movements. 

Another  feature  of  the  syndrome  may  be  axial  hy- 
perkinesis — i.e.,  a to-and-fro  clonic  movement  of 
the  spine  in  the  interior-posterior  direction,  a rare 
symptom,  but  one  that  has  been  seen  as  the  only 
manifestation  of  the  syndrome.  Ballistic  movements 
can  also  occur,  as  can  rhythmical  swaying  move- 
ment of  the  body  from  one  side  to  the  other,  which 
can  take  on  a rocking  quality  if  the  patient  sits  down. 
All  these  features  are  seldom  present  at  the  same 
time,  but  the  syndrome,  in  combination  with  choreo- 
athetoid movements  of  the  limbs  and  an  inability  to 
stand  or  sit  still,  is  a frequent  grouping  of  signs  in 
severe  cases.  All  involuntary  movements  disappear 
during  sleep. 

Symptoms  of  Parkinsonism  can  coexist  with  tar- 
dive dyskinesia. 

Characteristic  Features 

Tardive  dyskinesia  should  not  be  confused  with 


the  acute  dystonic  reaction  described  above.  To 
begin  with,  the  tardive  syndrome  is  characterized  by 
a late  onset,  and  the  patient  has  usually  received 
antipsychotic  drugs  for  many  years,  often  while 
chronically  hospitalized.  The  manifestations  may 
be  masked  by  the  antipsychotic  drugs  that  the  pa- 
tient is  taking  and  thus  will  only  be  seen  if  the  drug 
is  discontinued  or  the  dosage  markedly  reduced.  In 
many  cases  the  tardive-dyskinesia  will  lessen  or  dis- 
appear, at  least  for  a time,  if  large  amounts  of  potent 
antipsychotic  drugs  are  given  to  the  patient,  but  this 
mode  of  therapy  is  not  recommended  lest  a vicious 
circle  occur.  Persistence  of  the  symptoms  after  the 
discontinuation  of  the  medication  is  its  most  single 
characteristic  manifestation;  involuntary  move- 
ments may  persist  for  weeks  or  years  and,  in  some 
patients,  they  may  persist  indefinitely.  Moreover, 
full-blown  cases  of  tardive  dyskinesia  may  grad- 
ually subside  if  the  antipsychotic  drugs  are  discon- 
tinued, but  other  approved  methods  of  successful 
therapy  are  so  far  lacking.  Finally,  in  younger  pa- 
tients, and  those  whose  symptom  complex  is  less 
well  developed,  symptoms  and  signs  may  clear  in 
relatively  short  periods  after  the  discontinuation  of 
antipsychotic  agents. 

Differential  Diagnosis 

Abnormal  movement  disorders  occur  in  many 
patients  who  have  never  received  antipsychotic 
drugs.  Depending  upon  the  type  of  onset,  a differen- 
tial diagnosis  might  include  Sydenham's  chorea. 
Huntington's  chorea,  congenital  torsion  dystonias, 
hysteria  and  the  stereotyped  behavior  or  manner- 
isms of  schizophrenia. 

Early  Detection 

The  full-blown  picture  of  tardive  dyskinesia  is 
easy  to  diagnose,  but  early  cases  are  frequently 
missed.  Possible  early  signs  are  the  presence  of  tics 
in  the  facial  region,  ill  defined  abnormal  mouth  or 
eye  movements,  mild  mouthing  or  chewing  move- 
ments, the  presence  of  rocking  or  swaying  move- 
ments or  the  occurrence  of  reckless  limb  movements 
in  the  absence  of  the  subjective  discomfort  asso- 
ciated with  akathisia. 

The  temporary  withdrawal  of  antipsychotic  medi- 
cation can  be  used  as  a way  of  detecting  underlying 
early  tardive  dyskinesia. 

Possible  Etiology 

Tardive  dyskinesia  resembles  the  abnormal 
movements  seen  with  patients  with  Parkinsonism  on 
i -dopa  treatment  and  is  suppressed  by  antipsychotic 
drugs,  including  the  phenothiazines  and  haloperi- 
dol,  which  may  block  dopaminergic  synapses,  and 
by  tetrabenazine  and  reserpine,  which  deplete  the 
Continual  on  Pitfic  285 
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Important  Note:  This  drug  is  not  a simple  anal- 
gesic. Do  not  administer  casually  Carefully 
evaluate  patients  before  starting  treatment  and 
keep  them  under  close  supervision  Obtain  a 
detailed  history,  and  complete  physical  and 
laboratory  examination  (complete  hemogram, 
urinalysis,  etc.)  before  prescribing  and  at  fre- 
quent intervals  thereafter  Carefully  select  pa- 
tients, avoiding  those  responsive  to  routine 
measures,  contraindicated  patients  or  those 
who  cannot  be  observed  frequently  Warn  pa- 
tients not  to  exceed  recommended  dosage 
Short-term  relief  of  severe  symptoms  with  the 
smallest  possible  dosage  is  the  goal  of  therapy 
Dosage  should  be  taken  with  meals  or  a full 
glass  of  milk  Substitute  alka  capsules  for 
tablets  if  dyspeptic  symptoms  occur  Patients 
should  discontinue  the  drug  and  report  immedi- 
ately any  sign  of  fever,  sore  throat,  oral  lesions 
(symptoms  of  blood  dyscrasia)  dyspepsia, 
epigastric  pain,  symptoms  of  anemia,  black  or 
tarry  stools  or  other  evidence  of  intestinal 
ulceration  or  hemorrhage,  skin  reactions,  signi- 
ficant weight  gain  or  edema  A one-week  trial 
period  is  adequate  Discontinue  in  the  absence 
of  a favorable  response  Restrict  treatment 
periods  to  one  week  in  patients  over  sixty 
Indications  Rheumatoid  arthritis,  osteoarthritis, 
bursitis,  acute  gouty  arthritis  and  rheumatoid 
spondylitis 

Contraindications  Children  14  years  or  less 
senile  patients,  history  or  symptoms  of  G I in- 
flammation or  ulceration  including  severe,  re- 
current or  persistent  dyspepsia,  history  or 
presence  of  drug  allergy,  blood  dyscrasias, 
renal,  hepatic  or  cardiac  dysfunction,  hyperten 
sion.  thyroid  disease,  systemic  edema,  stomatitis 
and  salivary  gland  enlargement  due  to  the  drug, 
polymyalgia  rheumatica  and  temporal  arteritis, 
patients  receiving  other  potent  chemothera 
peutic  agents,  or  long-term  anticoagulant 
therapy 

Warnings  Age  weight  dosage  duration  of  ther 
apy  existance  of  concomitant  diseases  and 
concurrent  potent  chemotherapy  affect  inci- 
dence of  toxic  reactions  Carefully  instruct  and 
observe  the  individual  patient,  especially  the 
aging  (forty  years  and  over)  who  have  increased 
susceptibility  to  the  toxicity  of  the  drug  Use 
lowest  effective  dosage  Weigh  initially  unpre- 


dictable benefits  against  potential  risk  of 
severe,  even  fatal,  reactions  The  disease  con- 
dition itself  is  unaltered  by  the  drug.  Use  with 
caution  in  first  trimester  of  pregnancy  and  in 
nursing  mothers.  Drug  may  appear  in  cord 
blood  and  breast  milk  Serious,  even  fatal  blood 
dyscrasias.  including  aplastic  anemia,  may 
occur  suddenly  despite  regular  hemograms,  and 
may  become  manifest  days  or  weeks  after  ces- 
sation of  drug  Any  significant  change  in  total 
white  count,  relative  decrease  in  granulo- 
cytes, appearance  of  immature  forms,  or  fall  in 
hematocrit  should  signal  immediate  cessation 
of  therapy  and  complete  hematologic  investiga- 
tion Unexplained  bleeding  involving  CNS. 
adrenals  and  G I tract  has  occurred  The  drug 
may  potentiate  action  of  insulin  sulfonylurea, 
and  sulfonamide-type  agents  Carefully  observe 
patients  taking  these  agents  Nontoxic  and  toxic 
goiters  and  myxedema  have  been  reported  (the 
drug  reduces  iodine  uptake  by  the  thyroid) 
Blurred  vision  can  be  a significant  toxic  symp- 
tom worthy  of  a complete  ophthalmological  ex- 
amination Swelling  of  ankles  or  face  in 
patients  under  sixty  may  be  prevented  by 
reducing  dosage  If  edema  occurs  in  patients 
over  sixty  discontinue  drug 
Precautions  The  following  should  be  accom- 
plished at  regular  intervals  Careful  detailed 
history  for  disease  being  treated  and  detection 
of  earliest  signs  of  adverse  reactions,  complete 
physical  examination  including  check  of  pa 
tient  s weight,  complete  weekly  (especially  for 
the  aging)  or  an  every  two  week  blood  check, 
pertinent  laboratory  studies.  Caution  patients 
about  participating  in  activity  requiring  alert 
ness  and  coordination,  as  driving  a car,  etc 
Cases  of  leukemia  have  been  reported  in  pa- 
tients with  a history  of  short-  and  long-term 
therapy  The  majority  of  these  patients  were 
over  forty  Remember  that  arthritic- type  pains 
can  be  the  presenting  symptom  of  leukemia 
Adverse  Reactions  This  is  a potent  drug  its 
misuse  can  lead  to  serious  results  Review  de- 
tailed information  before  beginning  therapy 
Ulcerative  esophagitis  acute  and  reactivated 
gastric  and  duodenal  ulcer  with  perforation 
and  hemorrhage,  ulceration  and  perforation  of 
large  bowel,  occult  G I bleeding  with  anemia, 
gastritis,  epigastric  pain,  hematemesis.  dys 


pepsia  nausea,  vomiting  and  diarrhea,  abdomi- 
nal distention,  agranulocytosis  aplastic  anemia, 
hemolytic  anemia,  anemia  due  to  blood  loss  in- 
cluding occult  G I bleeding,  thrombocytopenia, 
pancytopenia,  leukemia,  leukopenia,  bone 
marrow  depression,  sodium  and  chloride  re- 
tention. water  retention  and  edema,  plasma 
dilution,  respiratory  alkalosis,  metabolic  acido- 
sis. fatal  and  nonfatal  hepatitis  (cholestasis  may 
or  may  not  be  prominent),  petechiae.  purpura 
without  thrombocytopenia,  toxic  pruritus, 
erythema  nodosum,  erythema  multiforme. 
Stevens-Johnson  syndrome.  Lyell  s syndrome 
(toxic  necrotizing  epidermolysis),  exfoliative 
dermatitis,  serum  sickness,  hypersensitivity 
angiitis  (polyarteritis),  anaphylactic  shock, 
urticaria,  arthralgia  fever,  rashes  (all  allergic 
reactions  require  prompt  and  permanent  with- 
drawal of  the  drug)  proteinuria  hematuria, 
oliguria  anuria,  renal  failure  with  azotemia, 
glomerulonephritis,  acute  tubular  necrosis, 
nephrotic  syndrome,  bilateral  renal  cortical 
necrosis,  renal  stones,  ureteral  obstruction  with 
uric  acid  crystals  due  to  uricosuric  action  of 
drug  impaired  renal  function,  cardiac  decom- 
pensation hypertension,  pericarditis,  diffuse 
interstitial  myocarditis  with  muscle  necrosis, 
perivascular  granulomata  aggravation  of  tem- 
poral arteritis  in  patients  with  polymyalgia  rheu- 
matica. optic  neuritis,  blurred  vision,  retinal 
hemoirhage.  toxic  amblyopia,  retinal  detach- 
ment hearing  loss,  hyperglycemia  thyroid 
hyperplasia,  toxic  goiter,  association  of  hyper- 
thyroidism and  hypothyroidism  (causal  relation- 
ship not  established),  agitation,  confustonal 
states,  lethargy  CNS  reactions  associated  with 
overdosage,  including  convulsions,  euphoria, 
psychosis,  depression,  headaches,  hallucina- 
tions. giddiness,  vertigo,  coma,  hyperventila- 
tion. insomnia,  ulcerative  stomatitis,  salivary 
gland  enlargement 
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brain  of  dopamine.  It  is  therefore  possible  that  tar- 
dive dyskinesia  is  related  in  some  way  to  excessive 
dopaminergic  activity  in  the  brain. 

Treatment 

Agents  effective  against  Parkinsonism  do  not 
relieve  tardive  dyskinesia  and  may  aggravate  it. 
Since  tardive  dyskinesia  is  presumably  a result  of 
treatment  with  antipsychotic  drugs,  it  seems  reason- 
able to  withdraw  such  drugs  entirely  once  the  con- 
dition is  diagnosed.  On  the  other  hand,  with  current 
lack  of  information  it  is  impossible  to  tell  whether  or 
not  continued  antipsychotic  medication  will  aggra- 
vate the  condition.  In  the  rare,  very  severe  cases 
with  mouth  lesions  or  respiratory  symptoms,  an 
antipsychotic  drug  may  have  to  be  used  to  relieve 
the  patient’s  distress. 

In  patients  with  chronic  dyskinesia  whose  clini- 
cal state  remains  stable  without  antipsychotic  drugs, 
complete  withdrawal  is  indicated.  In  those  whose 
psychosis  worsens  when  these  drugs  are  removed, 
a clinical  choice  between  two  evils  must  be  made. 
The  use  of  the  lowest  possible  dose  of  antipsychotic 
drug  adequate  to  control  psychotic  symptoms 
appears  to  be  the  best  approach.  In  the  absence  of 
any  real  data  indicating  that  a particular  antipsy- 
chotic drug  is  more  likely  to  be  associated  with  tar- 
dive dyskinesia  than  any  other,  a patient  with  tar- 
dive dyskinesia  needing  such  a drug  might  well  be 
given  the  drug  least  like  the  one  on  which  dyskinesia 
emerged.  The  use  of  sedative  or  antianxiety  drugs 
may  occasionally  enable  the  clinician  to  avoid  re- 
sorting to  an  antipsychotic  agent. 

Although  some  patients  show  little  or  no  improve- 
ment in  the  dyskinesia  even  after  months  or  years  of 
drug  withdrawal  or  minimal  antipsychotic  use,  the 
condition  does  not  usually  progress  in  severity  and 


some  patients  gradually  improve  or  recover  com- 
pletely. 

Prevention 

Because  of  the  lack  of  adequate  substitutes  for  the 
antipsychotic  drugs  in  the  treatment  of  psychosis, 
tardive  dyskinesia  has  been  accepted  as  an  undesir- 
able but  occasionally  unavoidable  price  to  be  paid 
for  the  benefits  of  prolonged  antipsychotic  drug 
therapy.  However,  the  physician  may  be  able  to  re- 
duce the  risk  of  this  syndrome  in  several  ways.  For 
example,  he  can  minimize  the  unnecessary  use  of 
antipsychotic  medication  (especially  at  high  doses) 
in  long-term  patients.  Many  patients  with  chronic 
psychosis  can  be  satisfactorily  maintained  for  long 
periods  without  antipsychotic  drugs.  Drug  holidays 
in  patients  receiving  long-term  medication  are  ad- 
vised for  a number  of  reasons.  First  of  all,  and  most 
importantly,  they  allow  the  doctor  to  ascertain 
whether  or  not  there  is  evidence  of  tardive  dys- 
kinesia. If  the  patient  presents  these  symptoms, 
every  effort  should  be  made  to  treat  him  without  the 
use  of  antipsychotic  drugs.  Secondly,  the  occasional 
discontinuation  of  the  drug  may  afford  a small 
amount  of  protection  from  the  long-term  hazards  of 
these  otherwise  very  useful  agents. 

If  possible,  antipsychotic  drugs  should  be  dis- 
continued at  the  first  sign  of  abnormal  oral  move- 
ments or  other  manifestations  of  tardive  dyskinesia. 

These  precautions  should  be  carefully  observed 
in  the  elderly  (women  especially)  and  probably  in  all 
patients  over  50  years  of  age. 

It  should  be  recognized  that  the  above  recom- 
mendations have  evolved  in  the  absence  of  any  clear 
evidence  that  tardive  dyskinesia  is  specifically  re- 
lated to  any  particular  drug,  dosage  level  or  dosage 
duration. 


Reminder  to  M.M.A.  Members 

CONTINUING  MEDICAL  EDUCATION  ACTIVITY  REPORT 

The  bylaws  of  the  Maine  Medical  Association  were  amended  in  June  of  1973 
as  follows:  Chapter  I,  Section  11,  — “Each  member  of  the  Maine  Medical  As- 
sociation shall  be  required  to  report  his  activities  in  continuing  medical  education 
every  year  according  to  a format  provided  by  the  Committee  on  Continuing  Med- 
ical Education.” 

Only  active,  dues-paying  members  are  required  to  report  this  year. 

Please  fill  in  your  activity  report  promptly  and  return  to  the  M.M.A.  office, 
P.O.  Box  250,  Brunswick,  Maine  04011. 
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Planning  a Rural  Community  Health  Center* 

Frank  A.  Hale,  Ph.D.,**  Arthur  R.  Jacobs,  M.D.,  M.P.H.t 
and  Dale  Gephart,  M.D.t 


Abstract 

Among  the  most  controversial  policy  issues  con- 
fronting health  planners  is  the  role  of  the  small, 
under-utilized  rural  hospital.  Planning  agencies 
have  urged  a medical  care  system  which  integrates 
resources  from  multiple  communities  into  a regional 
organization  for  purposes  of  improving  services 
while  reducing  costs.  This  approach  may  provoke 
confrontation  with  the  community  hospital  advo- 
cates, who  contend  that  locally  accessible,  acute 
care  services  are  not  necessarily  more  costly  or  of 
inferior  quality  and  can  be  more  responsive  to  con- 
sumer demand. 

The  tension  between  town  and  region  is  clearly 
seen  in  the  case  of  a Northern  New  England  rural 
community  where  an  obsolete  hospital  was  recently 
replaced  by  a modern  facility  in  spite  of  opposition 
by  planning  groups. 

While  the  community  rejected  regional  planning 
objectives  in  favor  of  a local  strategy  to  meet  its  per- 
ceived immediate  need  for  a hospital  facility,  the 
tension  between  local  and  regional  interests  pro- 
duced a dividend,  for  it  led  to  the  creation  of  a more 
flexible  responsive  facility  and  health  care  team, 
able  to  offer  a broad  array  of  services.  The  new  hos- 
pital and  health  clinic  is  probably  quite  different  to- 
day than  when  originally  conceived.  The  process  by 
which  it  evolved  exemplifies  the  political  nature  of 
health  resource  planning. 

Introduction 

American  suspicion  of  the  centralization  of 
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power,  especially  when  it  is  vested  in  governmental 
agencies,  is  deep  and  pervasive.  The  Jeffersonian 
tenet:  “That  government  is  best  which  governs 
least,”  has  traditionally  influenced  Americans'  at- 
titudes and  beliefs  toward  their  health  care  system. 
In  recent  times,  as  the  advance  of  medical  tech- 
nology has  accelerated  and  consumer  expectations 
and  aspirations  with  respect  to  what  the  health  care 
system  can  and  should  provide  have  risen  sharply, 
pressures  for  coordination  and  integration  of  health 
resources  — for  more  government  — have  mounted. 
Other  factors  including  increased  expenditures  for 
health  care,  especially  hospital  care,  population 
growth,  longer  life  expectancy,  migration  from  rural 
to  urban  areas,  and  expansion  of  the  numbers  and 
variety  of  health  care  professionals  and  organiza- 
tions, have  provided  further  impetus  to  increased 
public  sector  involvement  in  the  organization,  fi- 
nancing, and  delivery  of  health  care. 

The  Comprehensive  Health  Planning  and  Re- 
gional Medical  Program  legislation  enacted  by  Con- 
gress in  1966  are  evidence  of  the  strength  of  these 
pressures.  These  Public  Laws  have  promoted  the 
development  of  government  subsidized  health 
planning  agencies  and  research  programs  charged 
with  defining  area  health  problems,  selecting  priori- 
ties, and,  in  the  light  of  these,  coordinating  the  vari- 
ous attempts  to  meet  health  needs.  Since  hospital 
care  is  the  most  visible  and  costly  health  resource, 
much  of  the  planning  and  research  to  date  has  fo- 
cused on  the  hospital  (Klarman,  1964;  Neuhauser 
and  Turcotte,  1972).  The  role  of  the  small  rural  hos- 
pital facility  is  one  of  the  most  difficult  policy  issues 
currently  confronting  health  care  planners  (Robin- 
ette, 1972;  Somers  1971). 

Areawide  planning  agencies  tend  to  support  the 
concept  of  a medical  care  system  in  which  regional 
resources  are  integrated  in  order  to  improve  the 
quality  of  health  and  medical  care  services  while  at 
the  same  time  reducing  costs  to  both  providers  and 
consumers  through  economies  of  scale.  As  one 
“Regionalist”  who  participated  in  the  events  re- 
ported in  this  paper  remarked: 

Only  through  this  kind  of  coordination  and  con- 
solidation can  we  recruit  and  retain  skilled  med- 
ical personnel,  only  in  combination  can  we 
muster  the  financial  resources  to  take  advan- 
tage of  technological  systems  and  equipment 
now  needed  for  acute  care.  And  only  in  this 
manner  can  we  command  and  benefit  from 
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Table  1 


Adjacent  Area  Towns  and  Hospitals  (Non-Feperal) 


Estimated 
Patient  Shed 

Distance 

From  Community 

Hospital 

Beds 

Town  A 

24.98! 

16  miles 

86 

Town  B 

22,579 

36  miles 

70 

Town  C 

39.060 

10  miles 

84 

Town  D 

Referral  Center 

19  miles 

362 

Town  E 

10,208 

20  miles 

27 

close  and  mutually  rewarding  relationships  to 
medical  school  centers  and  referral  hospitals. 

The  regional  approach  may  lead  to  confrontation 
with  the  community  hospital  advocates  who  are  of- 
ten active  and  vocal  at  the  grass  roots  level.  This 
group  contends  that  locally  accessible,  familiar  and 
personal  services  are  more  responsive  to  consumer 
demand  and  not  necessarily  more  costly  or  of  in- 
ferior quality.  Moreover,  it  is  argued  that  a hospital 
attracts  new  physicians  to  the  community  and  is  a 
source  of  employment  for  area  residents. 

The  tension  between  town  and  region  can  become 
especially  salient  when  a community  faces  the  pros- 
pect of  losing  its  existing  hospital  and  must  choose 
among  such  alternatives  as  replacing  it,  modifying 
its  present  service  patterns,  or  even  abolishing  it. 

This  paper  reports  on  a rural  community  in 
Northern  New  England  which  recently  faced  just 
such  a crisis  when  the  local  hospital,  (an  obsolete, 
thirty-bed,  wooden  frame  structure  built  in  Civil 
War  times),  was  denied  State  accreditation  and  be- 
came ineligible  for  Hill-Burton  hospital  construc- 
tion funds.  The  decision-making  process  which  led 
to  the  creation  of  a modern  community  health  center 
and  acute  care  facility  despite  opposition  by  region- 
al planning  groups  illustrates  a number  of  political 
issues  surrounding  the  planning  of  health  care  sys- 
tems and  highlights  some  strengths  and  weaknesses 
of  the  regional  planning  process. 

Background  and  Setting:  The  Community 
and  the  Hospital 

The  Community  dates  from  pre-revolutionary 
times  and  throughout  the  nineteenth  century  was 
a leading  regional  center  for  small  industry.  The 
town  census  has  varied  little  in  the  last  century.  In 
1970,  the  population  was  4,158.  Current  major 
sources  of  employment  are  a state  prison,  a machine 
tool  factory,  and  a rubber  products  factory.  The  lat- 
ter two  each  employ  about  950  workers.  Several 
neighboring  communities  contribute  to  the  labor 
force  and  patronize  local  merchants.  Patients'  utili- 
zation patterns  are  difficult  to  estimate.  The  Hos- 
pital is  one  of  several  in  the  region.  (Table  1)  The 
local  Comprehensive  Health  planning  agency  has 
estimated  its  patient  shed  at  about  15,000. 

A comparison  of  state,  county,  and  town  data 
with  respect  to  family  income  (Table  2)  shows  that 


Table  2 


Area  Income  Data* 

Town 

County 

State 

United 

States 

Median  Family  Income 
% of  Family  Incomes 

9,531 

9,322 

8,929 

10,474 

Below  Poverty  l.evel 

5.4% 

7.3% 

9.1% 

8.5% 

•based  on  1 969  figures 

Source  United  States  Department  of  Commerce  1970  Census  Report 


the  community  is  relatively  affluent  for  the  region. 
The  county  in  which  it  is  located  is,  in  fact,  second 
highest  among  the  State’s  counties  in  median  family 
income.  Also,  while  7.3%  of  families  in  the  county 
have  annual  incomes  below  the  federally  defined 
poverty  level,  the  figure  is  lower  for  the  community 
(5.4%). 

In  1934,  an  old  residence  in  the  center  of  town  was 
converted  for  use  as  a thirty-bed  hospital.  For  the 
next  twenty  years,  the  facility  and  the  four  to  six 
active  physicians  were  able  to  meet  the  needs  of  the 
area  quite  well.  With  generous  financial  assistance 
provided  by  private  patrons  to  maintain  the  struc- 
ture, purchase  equipment,  and  pay  part  of  the  over- 
head, the  facility  managed  to  serve  the  community 
for  over  thirty  years.  However,  in  the  late  sixties 
it  became  apparent  that  the  building  was  obsolete 
when  compared  to  modern  health  facilities.  Fire  and 
safety  features  were  marginal  and  under  the  1970 
State  Licensing  Standards  the  institution  would  lose 
its  accreditation. 

Statistical  reports  began  to  reveal  a decline  in  the 
utilization  of  the  facility.  A 1969  study  by  the  area 
planning  agency  reported  that  the  occupancy  rate  at 
the  hospital  dropped  from  58. 1%  in  1963  to  56.7%  in 
1968,  a decline  of  2.4%.  The  decrease  would  have 
been  greater  had  not  the  length  of  stay  increased 
from  6.4  days  to  9. 1 days,  an  increase  of  over  40%. 
As  Table  3 shows,  both  of  these  indicators  com- 
pared unfavorably  with  national  and  regional 
trends.  The  study  concluded  that  patients  were 
shifting  to  the  two  nearby  larger  area  hospitals.  The 
study  also  pointed  out  that  the  cost  of  hospitaliza- 
tion at  the  community  hospital  increased  at  twice 
the  national  rate  for  that  time  period. 

The  medical  staff  of  the  hospital  had  been  de- 
pleted in  the  sixties  so  that  only  two  full-time  phy- 
sicians remained.  Obstetrical  services  were  aban- 
doned. A pathologist  and  a radiologist  were  avail- 
able only  on  a shared  time  basis  and  one  of  the  phy- 
sicians continued  to  perform  surgery.  The  emergen- 
cy room,  functioning  under  the  supervision  of  a 
part-time  nurse-director,  was  often  the  only  primary 
care  available  in  town.  At  the  same  time,  it  was  be- 
lieved that  without  an  adequate  acute  care  facility, 
the  likelihood  of  attracting  young  physicians  was 
diminished.  The  Board  of  Trustees  were  presented 
with  a real  dilemma  as  they  sought  to  develop  poli- 
cy. 
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Table  3 


United  States  The  Planning  Region  Hospitals  The  Community  Hospital 


1963 

1968 

% Change 

1963 

1968 

% Change 

1963 

1968 

% Change 

Occupancy  Rate  (%) 

76.0 

78.2 

+ 2.89 

68.9 

69.9 

+ 1.5 

58.1 

56.7 

- 2.4 

Length  of  Stay  (Days) 

7.7 

8.4 

+ 9.09 

7.21 

8.51 

+ 18.03 

6.4 

9.1 

+ 42.18 

Source:  Derived  from  data  reported  in  the  local  Comprehensive  Health  Planning  Agency  Document:  Community  Report  on  Health  and  Medical  Care  Resources.  December 


1969 

Thus,  as  the  decade  of  the  sixties  drew  to  a close, 
the  community  faced  two  immediate  problems:  a 
critical  need  for  physicians  and  a health  care  facility 
that  badly  needed  replacement.  The  question  of 
whether  or  not  the  hospital  should  be  attempting  to 
fulfill  the  role  of  an  acute  care  facility  began  to  re- 
ceive increased  attention. 

Regional  Planning  Efforts 

About  the  same  time  the  hospital  issue  was  be- 
coming significant  in  the  community,  the  regional 
planning  movement  began  to  gather  momentum. 
During  this  period,  two  agencies  were  created  with 
the  goal  of  regionalizing  health  care  in  the  area:  an 
area- wide  Health  Planning  Agency,  cited  above; 
and  a private  Regional  Health  Council. 

The  Planning  Agency  was  organized  after  a series 
of  meetings  in  1967  among  representatives  of  the 
region’s  hospitals  to  talk  over  mutual  concerns.  Be- 
lieving that  a broad  approach  to  health  care  prob- 
lems was  needed,  representatives  of  this  group  con- 
sulted both  the  State  Hospital  Association  and  the 
Regional  Medical  Program.  The  Regional  Medical 
Program  encouraged  the  implementation  of  a study 
to  inventory  the  health  resources  of  the  area  as  a 
start  toward  the  regionalization  of  health  care  and 
agreed  to  partially  fund  this  effort  as  a pilot  project 
until  Comprehensive  Health  Planning  Act  funds 
could  be  obtained. 

In  the  spring  of  1968,  the  area-wide  Health  Plan- 
ning Agency  was  incorporated  under  the  laws  of  the 
State.  All  six  hospitals  in  the  immediate  area  were 
charter  members.  The  organization  has  also  sought 
to  work  with  and  include  non-hospital  health  or- 
iented organizations  and  agencies.  A major  ex- 
pressed goal  of  the  agency  is  the  . .development 
of  a sound  masterplan  for  improved  and  more  uni- 
fied health  care  throughout  the  region.  . . .”ANew 
England  Regional  Commission  grant  assured  the 
completion  of  an  Inventory  of  Health  and  Medical 
Care  Resources  which  was  published  in  1969  to  be 
used  as  a planning  resource  for  other  health  agen- 
cies. 

The  Regional  Health  Council  was  formed  in  1970 
as  a result  of  the  data  collection  efforts  of  the  Plan- 
ning Agency.  Its  objective  was  the  creation  of  a re- 
gional acute  care  hospital  which  would  serve  the  pa- 
tient sheds  of  five  of  the  small  community  hospitals 
providing  services  to  forty-one  adjacent  towns  con- 
taining a population  of  over  77,000  people.  Two  of 
the  five  local  hospitals  provided  $10,000  each  as 


“seed  money”  for  this  effort.  It  seems  evident  that 
trustees  from  each  expected  that  the  regional  re- 
ferral hospital  then  being  contemplated  would  be 
placed  within  or  near  their  own  town  borders.  The 
New  England  Regional  Commission  also  assisted 
this  project  through  a $25,000  grant.  These  re- 
sources were  applied  to  proposal  development  and 
led  to  the  Council  receiving,  as  of  July  1971,  a grant 
of  $167,000  from  the  Department  of  Health,  Edu- 
cation, and  Welfare  to  develop  a health  maintenance 
organization.  The  group  premised  its  activities  on 
the  belief  that  none  of  the  five  small  acute  care  hos- 
pitals could  be  expected  to  provide  a complete  range 
of  acute  care  skills.  Thus,  their  continued  existence 
represented  a duplication  of  resources  which  led  to 
competition  rather  than  integration  and  resulted  in 
an  inefficient  and  more  expensive  health  delivery 
system.  What  was  their  prescription  for  the  situa- 
tion? A July  1971  press  release  offered  an  answer: 
It  is  our  suggestion  that  the  five  present  com- 
munity hospitals  focus  specifically  on  the  de- 
livery of  ambulatory  health  care  and  social 
services  — outpatient  care  and  treatment  from 
primary  physicians  and  their  skilled  assistants 
and  a full  complement  of  health  education 
clinics  and  counselling,  all  based  there. 

We  propose  that  a broad-based  health  fa- 
cilities corporation  be  charged  with  the  respon- 
sibility for  conversion  of  the  present  hospitals 
to  Community  Health  Centers  and  the  develop- 
ment and  construction  of  a new  acute  care  hos- 
pital. 

While  the  Council  and  Health  Planning  Agency 
both  assumed  a regional  focus,  each  had  a distinct 
orientation.  Whereas  the  planning  group  inven- 
toried resources  in  the  existing  health  care  system, 
the  Health  Council  began  to  lay  the  groundwork  to 
change  the  system  through  regionalizing  its  health 
delivery  mechanisms. 


The  Community  Response 
The  Trustees  of  the  Hospital  were  not  respon- 
sive to  the  Health  Council  proposal  to  create  a re- 
gional referral  hospital.  They  had  strong  evidence 
that  their  community  would  not  support  the  creation 
of  a facility  limited  to  outpatient  care.  When  it  had 
become  apparent  that  the  old  hospital  would  have 
to  close,  the  Trustees  began  studying  what  options 
were  available.  Surveys  indicated  that  the  most  the 
community  would  be  able  to  raise  would  be 
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$250,000;  consequently,  outside  financial  assistance 
would  be  necessary  if  a new  ambulatory  or  acute 
care  facility  were  to  be  constructed.  In  a back- 
ground statement  prepared  by  the  Community  Hos- 
pital's Trustees  for  the  Planning  Agency  Review, 
their  rationale  is  clearly  set  forth: 

The  Trustees  discovered  that  although  Hill- 
Burton  funds  for  hospital  construction  were  not 
available  for  (the  community),  some  financial 
aid  could  be  made  available  for  the  erection  of  a 
health  clinic.  An  architect  was  engaged  to  pre- 
pare preliminary  studies  of  a clinic  with  at- 
tached nursing  home  wing.  Public  reaction  to 
this  move  was  immediately  made  evident  and 
was  strongly  adverse.  The  two  large  industries 
upon  which  the  general  economy  of  the  com- 
munity depends  and  which  have  annually  been 
significant  contributors  to  the  hospital  both  in 
terms  of  financial  aid  and  in  terms  of  patients 
served,  announced  that  they  would  give  no  sup- 
port to  any  new  building  unless  it  included 
acute  care  facilities.  Similar  opposition  was 
voiced  by  the  community  generally. 

Recognizing  that  without  the  support  of  in- 
dustry and  of  the  public,  the  proposed  health 
clinic  was  doomed  to  failure,  the  T rustees  again 
sought  ways  to  provide  a hospital  facility.  A 
lease  proposal  made  by  (a  private  group)  ap- 
peared to  offer  the  best  opportunities  and  after 
much  negotiating  and  analysis,  a lease  was 
signed  with  this  firm  for  the  construction  of  the 
Hospital  and  Health  Center. 

According  to  the  terms  of  the  lease  agreement, 
the  Hospital  Corporation  agreed  to  lease  the  facility 
for  a period  of  fifteen  years.  At  the  end  of  that  time, 
the  Corporation  must  purchase  the  Hospital  for  an 
already  agreed  upon  sum.  This  arrangement  has 
made  it  possible  for  the  Community  to  have  its  hos- 
pital without  having  to  make  a high  capital  invest- 
ment which  it  could  not  have  afforded. 

In  July  1970,  a community  drive  to  raise  funds  for 
a new  hospital  was  launched.  Apparently  no  strong 
attempts  to  involve  planners  at  either  the  regional 
or  state  level  were  made  at  this  time.  Community 
support,  however,  was  enthusiastic.  For  example, 
some  local  business  executives  spent  a great  deal  of 
time  assisting  the  Trustees  in  their  fund-raising  ac- 
tivities. By  the  Spring  of  1971,  over  a half  million 
dollars  had  been  raised  from  nearly  1600  subscrib- 
ers. A portion  of  this  money  was  placed  in  escrow  to 
be  used  at  the  end  of  the  lease  to  purchase  the  fa- 
cility. 

The  viewpoint  of  industry  is  not  difficult  to  under- 
stand since  a local  hospital  is  an  attraction  to  po- 
tential employees  as  well  as  an  advantage  in  case  of 
plant  emergencies.  Indeed,  one  of  the  large  firms  in 
the  community  paid  for  the  Emergency  Room.  The 
fact  that  there  appears  to  have  been  widespread 


community  support  is  more  complex  and  difficult  to 
explain,  especially  given  the  fact  that  there  had  been 
a trend  toward  seeking  medical  care  outside  the 
community  and  that  the  level  of  community  spirit 
seemed  to  be  low;  for  example,  a number  of  stores 
on  Main  Street  were  empty  at  this  time.  A number 
of  individuals  including  Hospital  Trustees,  area 
physicians,  Council  and  health  planning  officials, 
and  community  leaders,  have  indicated  during  inter- 
views several  factors  which  seem  to  explain  the 
community  viewpoint: 

1.  The  presence  and  influence  of  two  highly  re- 
garded physicians  who  had  served  the  com- 
munity for  three  decades  and  who  wanted  to 
see  a hospital  continued  there. 

2.  The  feeling  on  the  part  of  the  community  lead- 
ers that  without  a complete  acute  care  facility 
it  would  be  extremely  difficult  to  attract  new 
physicians  to  the  area. 

3.  The  plans  of  the  Board  of  Trustees  which  ap- 
peared to  be  aimed  at  the  creation  of  an  ex- 
tremely flexible  facility  which  would  meet  a 
wide  range  of  community  health  needs. 

4.  The  availability  of  land  (donated  by  the  state) 
and  a financial  mechanism  to  construct  a fa- 
cility and  pay  for  it  over  time. 

5.  A feeling  of  resentment  toward  "outsiders” 
who  had  recommended  a lesser  facility  in  the 
interests  of  regional  health  care  or  area  health 
planning. 

The  Regional  Reaction 

When  it  became  apparent  to  the  Health  Planning 
Agencies  that  the  community  was  going  to  proceed 
with  a hospital  construction  program,  they  spoke 
out  against  it.  In  its  "Report  to  the  Trustees”  dated 
July  26,  1971,  the  Regional  Council  urged  the  com- 
munity: “to  negotiate  a more  flexible  plan  to  meet  its 
local  needs  and  simultaneously  benefit  from  area- 
wide developments.”  The  report  concluded: 

It  is  our  strong  belief,  expressed  with  consider- 
able confidence  and  backed  by  guidelines 
which  have  regional,  state  and  national  en- 
dorsement, that  five  years  from  now,  commun- 
ity residents  will  be  served  most  effectively  and 
economically  by  an  area-wide  system  of  health 
and  medical  care  which  concentrates  acute  care 
in  a single  regional  facility  and  delivers  ambula- 
tory primary,  and  chronic  care  from  small  town 
and  rural  health  centers. 

The  Regional  Medical  Program  also  expressed 
substantial  misgivings  with  regard  to  the  hospital 
project  as  highlighted  by  the  following  statements 
about  the  community: 

The  hospital  was  declared  ineligible  for  Hill- 
Burton  funds.  However,  private  funding  was 
obtained.  After  the  decision  had  been  made  to 
build  the  hospital,  Blue  Cross  asked  the  state 
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Comprehensive  Health  Planning  Agency  to 
make  a report  on  whether  the  hospital  should  be 
built.  Regional  Medical  Program  data  con- 
tained in  the  ensuing  report  indicated  that  if  the 
hospital  were  built  the  area  likely  would  be- 
come the  most  expensive  hospital  area  in  the 
state  on  a per  capita  basis  because  many  hos- 
pitals in  the  area  already  had  low  occupancy 
rates.  Doubt  was  also  expressed  that  the  hos- 
pital could  attract  enough  physicians  to  run  it. 
Nevertheless,  — the  hospital  is  being  built  and 
it  is  doubtful  that  Blue  Cross  will  be  able  to 
withhold  support. 

Perhaps  the  clearest  indication  of  regional  frus- 
trations with  the  community’s  health  planning  ef- 
forts is  seen  in  the  meeting  of  the  Review  Board  ap- 
pointed by  the  Comprehensive  Health  Planning 
Agency  which,  under  the  law,  was  charged  with  de- 
veloping an  official  review  mechanism  for  the  hos- 
pital and  health  center  proposal.  The  Agency  had 
already  documented  trends  which  seemed  to  indi- 
cate that  patients  were  inclined  to  go  out  of  the  local 
area  to  receive  medical  services.  Yet  the  review  ap- 
pears to  have  been  a pro  forma  exercise;  it  even 
occurred  after  construction  began.  The  minutes  of 
the  Review  Board  Meeting  point  out  the  dilemma 
facing  regional  health  planners  who  must  deal  with 
resolute  local  communities. 

The  members  of  the  Review  Board  were  unani- 
mous in  their  opinion  that  they  had  been  placed 
in  a most  awkward  position.  Ideally,  the  review 
process  should  take  place  under  circumstances 
which  allow  a useful  purpose  for  the  review. 
The  situation  the  Committee  encountered  was 
one  in  which  a community  had  already  begun 
implementation  of  plans  for  a health  facil- 
ity. . . .The  problem  in  reviewing  this  proposal 
had  its  origin  in  the  lack  of  an  official  review 
mechanism  at  the  time  of  planning  this  facil- 
ity some  two  years  ago.  At  this  point  in  time, 
reconsideration  of  plans  either  for  construction 
or  for  financing  is  impossible.  . . .It  is  difficult 
to  describe  precisely  the  acute  discomfort  felt 
by  the  members  of  the  Review  Committee  in 
attempting  to  review  a project,  which  despite  its 
intrinsic  value,  had  already  been  enthusias- 
tically supported  by  a community  of  some  7,000 
people. 

The  Review  Committee  appears  to  have  rec- 
ognized the  dilemma  of  the  local  Board  of  Trustees 
as  they  sought  to  balance  their  immediate  needs 
against  the  long-range  needs  of  the  Region: 

In  our  discussion  with  the  representative  of  the 
Board  of  T rustees  of  the  hospital,  we  noted  that 
they  were  anxious  to  meet  what  they  had  per- 
ceived as  their  immediate  needs  for  this  com- 
munity and  could  not  realistically  delay  meet- 
ing these  needs  until  such  time  as  the  Council 


had  planned  and  implemented  its  broad  pro- 
gram. We  also  noted  that  the  representatives  of 
the  Board  of  Trustees  were  quite  amenable  to 
altering  the  function  of  their  facility,  that  is,  in 
diminishing  the  acute  care  component  if  the 
subsequent  development  of  the  health  care  sys- 
tem in  the  regional  planning  area  would  make 
this  alteration  feasible. 

Throughout  the  planning,  the  Trustees  had  con- 
cerned themselves  with  creating  an  institution  both 
flexible  and  able  to  respond  to  a broad  range  of  com- 
munity health  needs.  Thus,  the  hospital  and  health 
center  which  evolved  and  began  providing  services 
in  the  Fall  of  1972,  offered  several  levels  of  care 
under  one  roof.  Included  are  the  following: 

1.  An  acute  care  facility  with  thirty  beds,  a sur- 
gical area,  and  radiology  and  laboratory  facili- 
ties. 

2.  An  emergency  department. 

3.  A thirty-bed  nursing  home  for  extended  care 
patients. 

4.  A wing  devoted  to  outpatient  facilities  with 
office  suites  for  the  doctors,  administrative 
and  secretarial  space,  offices  for  the  local 
home  health  agency,  mental  health  programs, 
and  community  groups,  and  a possible  dental 
suite. 

Changes  in  Health  Care  Patterns: 

The  First  Year 

Despite  the  pessimistic  predictions  of  the  region- 
al agencies,  the  hospital  and  health  center  appears 
to  be  fulfilling  many  of  the  goals  of  its  supporters. 
The  impact  of  the  new  facility  is  especially  evident 
with  respect  to  health  manpower. 

It  was  pointed  out  earlier  that  the  doctor  shortage 
was  considered  by  some  in  the  community  to  be  a 
more  significant  problem  than  the  availability  of 
conforming  hospital  beds.  This  group  tended  to  see 
the  principal  purpose  of  a new  institution  as  attract- 
ing and  maintaining  professionals  in  the  commun- 
ity. In  their  statement  to  the  Review  Board,  the 
Board  of  Trustees  noted: 

The  community  has  experienced  as  have  many 
others  in  the  country,  difficulty  in  securing  an 
adequate  number  of  doctors.  In  this  age  of 
specialization,  general  practitioners  are  woe- 
fully scarce.  Candidates  for  supplementing  the 
group  of  physicians  have  been  quite  frank  in 
stating  that  the  close-to-obsolete  hospital  has 
been  the  major  factor  which  has  discouraged 
them  from  joining  the  community.  Although  it 
is  acknowledged  that  a new  building  will  not  in 
itself  automatically  solve  the  problem  of  obtain- 
ing additional  doctors,  it  will  certainly  enhance 
the  possibilities  for  a solution. 

Since  the  new  facility  began  operating,  the  num- 
ber of  physicians  serving  the  population  has  in- 
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creased  from  two  to  five.  Two  have  come  largely 
due  to  the  assistance  of  The  Department  of  Com- 
munity Medicine  at  a nearby  Medical  School.  The 
Trustees,  worried  about  the  predicted  failures  of  the 
new  facility  requested  assistance  from  the  Depart- 
ment of  Community  Medicine  in  obtaining  new  phy- 
sicians. Even  before  the  building  was  completed,  an 
internist  with  leadership  qualities  and  a firm  commit- 
ment to  integrated  community  care  had  been  re- 
cruited. He  was  joined  later  on  by  a pediatrician  in 
the  National  Health  Service  Corps.  The  negotiation 
and  selection  process  with  respect  to  these  two 
young  and  innovative  individuals  has  broadened  the 
Trustees’  concept  of  the  role  of  the  primary  care 
physician.  The  most  recent  arrival  is  a general  sur- 
geon. 

All  five  physicians  now  have  their  offices  at  the 
new  hospital  and  health  center.  In  addition,  phy- 
sicians from  nearby  communities,  some  of  whom  are 
specialists,  regularly  visit  the  facility.  There  is  also 
a MEDEX  physician's  assistant.  Finally,  it  appears 
that  other  health  agencies  such  as  the  local  Visiting 
Nurse  Association  and  Community  Mental  Health 
Group  are  starting  to  use  the  hospital  as  a base  of 
operation. 

Inpatient  bed  utilization  statistics  for  the  30  acute 
care  and  28  nursing  home  beds  at  the  new  hospital 
indicate  that  the  occupancy  rate  for  acute  care  beds 
averaged  slightly  less  than  50%  in  the  first  ten 
months  of  operation.  Thus,  as  the  regional  planning 
groups  had  predicted,  utilization  patterns  did  not 
change  from  what  they  were  in  the  old  hospital. 
Hospital  officials  believe  that  admissions  would  be 
higher  if  another  physician  were  to  serve  the  area. 
Occupancy  rates  among  the  nursing  home  beds  are 
much  higher,  probably  because  the  age  distribution 
of  the  population  is  skewed  toward  the  elderly  and 
also  because  there  is  a scarcity  of  extended  care 
facilities  in  the  region.  As  of  March  1,  1973,  eight 
more  nursing  home  beds  were  licensed  at  the  health 
center. 

Discussion 

The  most  crucial  issues  in  health  planning  relate 
to  control  over  the  development  and  operation  of 
the  system.  Centralized  and  coordinated  health 
systems  can  occur  only  at  the  expense  of  local  polit- 
ical and  administrative  autonomy.  The  planning 
and  construction  of  the  community  hospital  and 
health  center  went  forward  as  a community  enter- 
prise in  spite  of  pressure  exerted  by  regional  plan- 


ning agencies.  The  inability  of  these  groups  to  alter 
the  community’s  plans  to  conform  to  the  long  range 
regional  approach  testifies  to  the  pluralist  nature  of 
the  health  planning  process  in  Northern  New  En- 
gland. Indeed,  the  Health  Council’s  own  efforts  to 
plan  and  organize  an  innovative  health  care  delivery 
system  for  the  region  have  not  succeeded.  The 
Agency  was  dissolved  in  August  1973  when  its  Fed- 
eral program  funds  were  suspended  and  it  became 
clear  that  it  had  failed  to  generate  the  necessary 
grass  roots  constituency  to  operate  from  a commu- 
nity and  regional  base. 

While  the  community  rejected  regional  planning 
objectives  in  favor  of  a local  strategy  to  meet  its  per- 
ceived immediate  need  for  a hospital  facility,  the 
tension  between  local  and  regional  interests  pro- 
duced a dividend,  for  it  led  to  the  creation  of  a more 
flexible  responsive  facility  and  health  care  team, 
able  to  offer  a broad  array  of  services.  The  new  hos- 
pital and  health  clinic  is  probably  quite  different  to- 
day than  when  originally  conceived.  The  process  by 
which  it  evolved  exemplifies  the  political  nature  of 
health  resource  planning. 

The  fact  that  the  Trustees  sought  out  the  local 
medical  school  as  an  alternative  planning  resource 
to  the  community  further  reinforces  a major  con- 
clusion, namely,  that  when  faced  with  threatened 
external  control  of  local  resources  by  regional  in- 
terests, communities  are  likely  to  respond  by  seek- 
ing ways  to  preserve  their  capacity  to  self-govern. 
In  so  doing,  they  reflect  deeply  held,  long  estab- 
lished beliefs  about  centralization  of  power  in  the 
United  States.  The  trend  toward  Certificate  of  Need 
Legislation  at  the  State  level,  and  the  strengthening 
of  review  mechanisms  in  the  1972  Social  Security 
Amendments  are  indicators  that  the  issues  posed  by 
the  clash  of  regional  and  local  interests  with  respect 
to  health  planning  will  continue  and  even  intensify. 
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Maine  Blue  Cross  and  Blue  Shield  News 


HEALTH  EDUCATION  ROLE 

Maine  Blue  Cross  and  Blue  Shield  is  becoming  increasingly  involved  in  the  health 
education  field,  both  through  a fine  series  of  booklets  and  films  from  Blue  Cross  Association 
and  National  Association  of  Blue  Shield  Plans,  and  through  cooperation  from  public  and 
commercial  television  stations,  and  health  educators. 

The  Blue  Cross  Association  and  National  Association.of  Blue  Shield  Plans  booklets  and 
films  offerings  have  been  a regular  part  of  the  Maine  Blue  Cross  and  Blue  Shield  effort  for  a 
number  of  years.  Only  recently  with  our  entrance  into  the  Maine  Health  Education  Consor- 
tium, the  Maine  Health  Education  Cooperative  Association,  and  increased  communications 
about  them,  have  they  received  the  attention  of  health  educators  through  which  they  will  get 
broader  distribution  and  more  controlled  utilization. 

Beyond  these  efforts,  Maine  Blue  Cross  and  Blue  Shield  has  also  sponsored  health 
education  programs.  We  have  supported  “Inside/Out,”  an  in-school  video  mental  health 
educational  series  for  8 to  10-year  olds  designed  to  help  children  understand  the  strains  of 
growing  up  and  thus  lead  healthy  lives. 

“Self,  Inc.,”  which  will  be  coming  out  soon,  is  a similar  series  designed  for  older  children 
which  we  have  also  supported.  Both  “Inside/Out”  and  “Self,  Inc.”  were  brought  into  the 
State  through  the  Maine  Health  Education  Consortium,  of  which  we  are  a member  organiza- 
tion. 

“Feeling  Good,”  the  best  known  public  television  health  education  program,  has  re- 
ceived Maine  Blue  Cross  and  Blue  Shield  support  since  its  inception.  It  is  now  hosted  by  Dick 
Cavett  and  airs  Wednesday  night. 

We  have  also  sponsored  a variety  of  other  health  education  programs.  Last  fall,  we  ran  a 
series  of  ten  one-minute  ads  for  children  featuring  Mr.  Rogers.  The  ads  warned  children  of 
various  health  hazards  they  might  encounter.  The  ten  ads  were  incorporated  into  a booklet 
which  is  presently  the  most  popular  item  in  our  health  education  library. 

Our  sponsorships  to  date  have  also  included  alcoholism  films,  the  “Medix”  series  (still 
running),  and  two  Readers  Digest  films,  “I  am  Joe’s  Heart”  and  “I  am  Joe’s  Spine.” 

Why  Bother? 

We  advertise  to  try  to  help  the  enrollment  effort  and  to  broaden  the  public  understanding 
of  Maine  Blue  Cross  and  Blue  Shield.  We  have  involved  advertising  money  in  health 
education  for  a different  reason.  We  realize  our  responsibility  to  our  subscribers  to  operate 
efficiently,  but  through  health  education  we  are  also  saying  that  the  consumer  has  a responsi- 
bility. 

The  consumer  of  health  care  services  has  the  responsibility,  to  himself  and  the  system 
from  which  he  receives  health  services,  to  take  care  of  his  own  health  to  a reasonable  extent. 
That  is,  he  should  become  educated  about  the  factors  that  affect  his  health  and  ways  he  can 
help  stay  healthy.  Our  educational  efforts  are  meant  to  help  the  consumer  reach  a level  of 
knowledge  whereby  he  can  adequately  take  on  part  of  the  responsibility  for  his  health. 

A Maine  Blue  Cross  and  Blue  Shield  hypothesis  has  evolved  which  says  simply  that  any 
efforts  which  help  an  individual  to  take  more  responsibility  for  his  own  health  will  lessen  the 
load  on  acute  care  facilities  and  allow  us  to  expand  our  efforts  into  more  ambulatory  services, 
ergo  our  strengthened  health  education  role. 
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3 Found  useful  in  the  management  of  vertigo*  associated  with 
diseases  affecting  the  vestibular  system. 

P Can  relieve  nausea  and  vomiting  often  associated  with  vertigo* 

3 Usual  adult  dosage  for  Antivert/25  for  vertigo:*  one  tablet  t.i.d. 
|j  Also  available  as  Antivert  (meclizine  HC1)  12.5  mg.  scored 
ablets,  for  dosage  convenience  and  flexibility. 

: Antivert/25  (meclizine  HC1)  25  mg.  Chewable  Tablets  for 
lausea,  vomiting  and  dizziness  associated  with  motion  sickness. 


Big  Balanced  Rock,  Chiricahua  Mountains,  Arizona  (approx  1,000  tons) 
CONTRAINDICATIONS.  Administration  of  Antivert  (meclizine  HQ)  during  preg- 
nancy or  to  women  who  may  become  pregnant  is  contraindicated  in  view  of  the 
teratogenic  effect  of  the  drug  in  rats. 

The  administration  of  meclizine  to  pregnant  rats  during  the  12-15  day  of  gestation 
has  produced  cleft  palate  in  the  offspring  Limited  studies  using  doses  of  over  100  mg./ 
kg./day  in  rabbits  and  10  mg.Ag./day  in  pigs  and  monkeys  did  not  show  cleft  palate. 
Congeners  of  meclizine  have  caused  cleft  palate  in  species  other  than  the  rat. 

Meclizine  HC1  is  contraindicated  in  individuals  who  have  shown  a previous  hyper- 
sensitivity to  it. 


SR1EF  SUMMARY  OF  PRESCRIBING  INFORMATION 

‘INDICATIONS  Based  on  a review  of  this  drug  by  the  National  Academy  of 
Sciences— National  Research  Council  and/or  other  information,  FDA  has  classified 
the  indications  as  follows: 

Effective:  Management  of  nausea  and  vomiting  and  dizziness  associated  with 
motion  sickness. 

Possibly  Effective : Management  of  vertigo  associated  with  diseases  affecting  the 
| vestibular  system. 

[ . Final  classification  of  the  less  than  effective  indications  requires  further 
investigation. 


WARNINGS.  Since  drowsiness  may,  on  occasion,  occur  with  use  of  this  drug,  patients 
should  be  warned  of  this  possibility  and  cautioned  against  driving  a car  or  operating 
dangerous  machinery. 

Usage  in  Children:  Clinical  studies  establishing  safety  and  effectiveness  in  children 
have  not  been  done;  therefore,  usage  is  not  recommended  in  the  pediatric  age  group. 

Usage  in  Pregnancy:  See  “Contraindications!' 

ADVERSE  REACTIONS.  Drowsiness,  dry  mouth  and,  on  rare  occasions,  blurred 
vision  have  been  reported. 

More  detailed  professional  information  available  on 
request. 


Antivert25 

(meclizine  HC1)  25  mg.Tablets 

for  vertigo* 
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Dialogue 


The  idea  of  a so-called  patient 
package  insert  has  been  around  for 
a longtime.  Many  physicians  already 
use  written  instruction  sheets  to 
provide  patients  with  information 
about  the  drugs  they  are  taking.  And 
some  physicians  give  verbal  instruc- 
tions; but  in  too  many  instances 
these  are  what  I call  eye-glazing  ex- 
ercises. I have  seen  patients  sit  with 
glazed  eyes  listening  to  a rapid-fire 
lecture  by  a hurried  physician  who 
has  20  people  out  in  his  waiting 
room.  These  patients  aren’t  given 
sufficient  understanding  and  there- 
fore do  not  follow  instructions.  So  I 
think  the  idea  of  an  official  package 
insert  for  patients  is  a good  one. 
Perhaps  we  should  really  think  of 
this  kind  of  information  simply  as  an 
extension  of  drug  labeling. 

The  benefits  of  patient  involvement 

Many  physicians  may  not  real- 
ize how  frequently  a patient  obtains 
his  drug  information  from  Aunt 
Tillie  or  the  next  door  neighbor.  And 
this  information  is  almost  always 
bad  or  irrelevant  to  the  case  at  hand. 
Furthermore,  the  incentive  to  go 
along  with  a prescribed  program  is 
slim  if  the  only  reading  matter  the 
patient  receives,  along  with  his  pre- 
scription, is  a bill. 

As  an  educator  I am  impressed 
by  the  principle  that  the  best  way  to 
get  someone  to  do  something  is  to 
involve  him  in  the  process.  So  the 


I think  there  are  advantages  as 
well  as  some  real  disadvantages  in 
a patient  package  insert.  When  you 
begin  to  use  semi-medical  or  medi- 
cal terms  to  describe  complications 
or  possible  sequelae  of  disease  or 
treatment,  you  may  frighten  the  pa- 
tient—particularly  since  the  more 
highly  sophisticated  patient  is  not 
the  one  who  is  going  to  read  the  in- 
sert. The  patient  who  will  read  it  is 
the  one  most  susceptible  to  fright 
and  confusion  by  the  language. 

On  the  positive  side,  a package 
insert  will  probably  give  the  patient 
better  insight  into  why  he  is  being 
treated  the  way  he  is,  and  it  may 
give  the  physician  a little  bit  more 
time.  But  it  does  not  remove  from 
the  physician  the  need  or  obligation 
to  explain  the  insert. 

Some  pitfalls  in  the  inclusion  of 
side  effects 

Certainly  a patient  should  be 
warned  of  the  possibility  of  serious 
side  reactions— to  know  what  the 
real  dangers  are.  But  it  doesn’t  do  a 
bit  of  good  to  indicate  that  a patient 
on  oral  penicillin  may  develop  a 
rash,  itching,  or  a drop  in  blood 
pressure.  Or  that  he  may  faint.  I 
think  the  real  danger  is  that  fright 
engendered  by  the  insert  may  pos- 
sibly outweigh  the  potential  good. 


main  purpose  of  drug  information 
for  the  patient  is  to  get  his  coopera- 
tion in  following  a drug  regimen. 

Preparation  and  distribution  of 
patient  drug  information 

We  would  hope  to  amass  infor- 
mation from  physicians,  medical 
societies,  the  pharmaceutical  indus- 
try and  centers  of  medical  learning. 
The  ultimate  responsibility  for  uni- 
form labeling  must,  however,  rest 
with  the  Food  and  Drug  Administra- 
tion. There  is  nothing  wrong  with 
this  agency  saying,  "this  informa- 
tion is  generally  agreed  upon  and 
therefore  it  should  be  used,"  as  long 
as  our  process  for  getting  the  infor- 
mation is  sound. 

Distribution  of  the  information 
is  a problem.  In  great  measure  it 
would  depend  on  the  medication  in 
question.  For  example,  in  the  case 
of  an  injectable  long-acting  proges- 
terone, we  would  think  it  mandatory 
to  issue  two  separate  leaflets— a 
short  one  for  the  patient  to  read  be- 
fore getting  the  first  shot  and  a long 
one  to  take  home  in  order  to  make  a 
decision  about  continuing  therapy. 

In  this  case,  the  information  might 
be  put  directly  on  the  package  and 
not  removable  at  all.  But  for  a medi- 
cation like  an  antihistamine  this 
information  might  be  issued  sepa- 
rately, thus  giving  the  physician  the 
option  of  distribution.  This  could 
preserve  the  placebo  use,  etc. 


Only  the  doctor  can  remove  that  fear 
by  20  or  30  minutes  of  conversation. 

I’m  not  suggesting  that  we 
withhold  any  information  from  the 
patient  because,  first  of  all,  it  would 
be  totally  dishonest  and  secondly,  it 
would  defeat  the  very  purpose  of  the 
insert.  I do  think  that  a patient  on  the 
birth  control  pill  should  know  about 
the  incidence  of  phlebothrombosis. 

If  you’re  going  to  tell  a patient 
the  incidence  of  serious  adverse  re- 
actions, then  you  have  to  tell  him 
that  a concerned  medical  decision 
was  made  to  use  a particular  medi- 
cation in  his  situation  after  careful 
consideration  of  the  incidence  of 
complications  or  side  effects. 

Emotionally  unstable  patients  pose 
a special  problem 

There  are  patients  who,  be- 
cause of  severe  emotional  problems, 
could  not  handle  the  information 
contained  in  a patient  package  in- 
sert. Yet  if  we  are  going  to  have  a 
package  insert  at  all,  we  just  can’t 
have  two  inserts.  I think  we  might 
simply  have  to  tell  the  families  of 
these  patients  to  remove  the  insert 
from  the  package. 

Legal  implications  of  the  patient 
package  insert 

Just  what  effect  would  a pa- 


It is  in  the  distribution  of  pa- 
tient information  that  the  pharma- 
cist may  get  involved.  As  profession- 
als and  members  of  the  health-care 
team  and  as  a most  important  source 
of  drug  information  to  patients, 
pharmacists  should  be  responsible 
for  keeping  medical  and  drug  rec- 
ords on  patients.  It  is  also  logical 
that  they  should  distribute  drug  in- 
formation to  them. 

Realistic  problems  must  be 
considered 

We  have  to  expect  that  the  in- 
troduction of  an  information  device 
will  also  create  new  problems.  First, 
how  can  we  communicate  complex 
and  sophisticated  information  to 
people  of  widely  divergent  socio- 
economic and  ethnic  groups?  Sec- 
ond, what  will  we  say?  And  third, 
how  can  we  counteract  the  negative 
attitude  of  many  physicians  toward 
any  outside  influence  or  input?  Hope- 
fully the  medical  profession  will  re- 
spond by  anticipating  the  problems 
and  helping  to  solve  them.  Assum- 
ing we  can  also  solve  the  difficulty 
of  communicating  information  to  di- 
verse groups  throughout  the  United 
States,  our  remaining  task  will  be 
the  inclusion  of  appropriate  material. 

What  information  is  appropriate? 

In  my  opinion,  technical,  chem- 
ical and  such  types  of  material 
should  not  be  included.  And  there  is 


no  point  in  the  routine  listing  of  side 
effects  like  nausea  and  vomiting 
which  seem  to  apply  to  practically 
all  drugs,  unless  it  is  common  with 
the  drug.  However,  serious  side  ef- 
fects should  be  listed,  as  should  in- 
formation about  a medication  that 
is  potentially  risky  for  other  reasons. 

Other  pertinent  information 
might  consist  of  drug  interactions, 
the  need  for  laboratory  follow-up, 
and  special  storage  requirements. 
What  we  want  to  include  is  informa- 
tion that  will  help  increase  patient 
compliance  with  the  therapy. 

Positive  aspects  of  patient  drug 
information 

Labeling  medication  for  the 
patient  would  accomplish  a number 
of  good  things:  the  patient  could  be 
on  the  lookout  for  possible  serious 
side  effects;  his  compliance  would 
increase  through  greater  under- 
standing; the  physician  would  be  a 
better  source  of  information  since 
he  would  be  freer  to  use  his  time 
more  effectively;  other  members  of 
the  health-care  team  would  benefit 
through  patient  understanding  and 
cooperation;  and,  finally,  the  physi- 
cian-patient relationship  would  prob- 
ably be  enhanced  by  the  greater 
understanding  on  the  part  of  the  pa- 
tient of  what  the  physician  is  doing 
for  him. 


tient  package  insert  have  on  mal- 
practice? We  could  try  to  avoid  any 
legal  implications  by  pointing  out 
that  the  physician  has  selected  a 
particular  medication  because,  in 
his  professional  judgment,  it  is  the 
treatment  of  choice.  For  instance, 
you  can’t  tell  everyone  taking  anti- 
histamines not  to  work  just  because 
a few  patients  develop  extreme 
drowsiness  which  can  lead  to  acci- 
dents. And  what  about  the  very  small 
incidence  of  aplastic  anemia  rarely 
associated  with  chloramphenicol? 

If,  based  on  sensitivity  studies  and 
other  criteria,  we  decide  to  employ 
this  particular  antibiotic,  we  do  so 
in  full  knowledge  of  this  serious  po- 
tential side  effect.  It’s  not  a simple 
problem. 

How  do  we  handle  an  insert  for  medi- 
cation used  for  a placebo  effect? 

With  rare  exceptions,  physi- 
cians no  longer  use  medications  for 
a placebo  effect.  This  question  does 
raise  the  issue  of  how  a patient  may 
react  to  receiving  a medication 
without  a package  insert. 

Preparation  of  the  package  insert 

The  development  of  the  insert 
ought  to  be  a joint  operation  be- 
tween physicians,  the  pharmaceuti- 
cal industry,  the  A.  M.  A.  and  the  F.D.  A. 


I view  the  A.M.A.’s  role  as  a co- 
ordinator or  catalyst.  It  is  the  only 
organization  through  which  the  pro- 
fession as  a whole,  irrespective  of 
specialty,  can  speak.  It  has  relatively 
instant  access  to  all  the  medical  ex- 
pertise in  this  country.  And  it  can 
bring  that  professional  expertise  to- 
gether to  ensure  a better  package 
insert.  The  A.M.A.  can  work  in  con- 
junction with  the  industry  that  has 
produced  the  product  and  which  is 
ultimately  going  to  supply  the  insert. 

I don’t  think  we  should  rely,  or 
expect  to  rely,  on  legislative  com- 
mittees and  their  nonprofessional 
staffs  to  make  these  decisions  when 
it  is  perfectly  within  the  power  of 
the  two  groups  to  resolve  the  issues 
in  the  very  best  American  tradition — 
without  the  government  forcing  us 
to  do  it.  I think  the  F.D. A.  has  to  be 
involved,  but  I’d  like  them  to  become 
involved  because  they  were  asked 
to  become  involved. 


Pharmaceutical 
Manufacturers  Association 
11 55  Fifteenth  Street,  N.W. 
Washington,  D.C.  20005 


DYAZIDE 

makes  sense 


Each  capsule  contains  50  mg. 
of  Dyrenium®  (brand  of  triamterene) 
and  25  mg.  of  hydrochlorothiazide. 


For  long-term  control  of  hypertension* 


Before  prescribing,  see  complete  prescribing  in- 
formation in  SK&F  literature  or  PDF.  The  following 
is  a brief  summary. 


* 


WARNING 

This  fixed  combination  drug  is  not  indicated  for 
initial  therapy  of  edema  or  hypertension.  Edema 
or  hypertension  requires  therapy  titrated  to  the 
individual  patient,  if  the  fixed  combination  rep- 
resents the  dosage  so  determined,  its  use  may 
be  more  convenient  in  patient  management.  The 
treatment  of  hypertension  and  edema  is  not 
static,  but  mast  be  reevaluated  as  conditions  in 
each  patient  warrant. 


* Indications:  Edema:  That  associated  with  congestive 
heart  failure,  cirrhosis  of  the  liver,  the  nephrotic- 
syndrome;  steroid-induced  and  idiopathic  edema; 
edema  resistant  to  other  diuretic  therapy.  Mild  to 
moderate  hypertension:  Usefulness  of  the  triam- 
terene component  is  limited  to  its  potassium-sparing 
effect. 

Contraindications:  Pre-existing  elevated  serum  po- 
tassium. Hypersensitivity  to  either  component.  Con- 
tinued use  in  progressive  renal  or  hepatic  dysfunction 
or  developing  hyperkalemia. 

Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia  de- 
velops or  dietary  potassium  intake  is  markedly 
impaired.  Enteric-coated  potassium  salts  may  cause 
small  bowel  stenosis  with  or  without  ulceration. 
Hyperkalemia  (>5.4  mEq/L)  has  been  reported  in 
4%  of  patients  under  60  years,  in  12%  of  patients  over 
60  years,  and  in  less  than  8%  of  patients  overall. 
Rarely,  cases  have  been  associated  with  cardiac  ir- 
regularities. Accordingly,  check  serum  potassium 
during  therapy,  particularly  in  patients  with  sus- 
pected or  confirmed  renal  insufficiency  (e.g.,  elderly 
or  diabetics).  If  hyperkalemia  develops,  substitute  a 
thiazide  alone.  If  spironolactone  is  used  concomi- 
tantly with  ‘Dyazide’,  check  serum  potassium  fre- 


quently—both  can  cause  potassium  retention  and 
sometimes  hyperkalemia.  Two  deaths  have  been 
reported  in  patients  on  such  combined  therapy  (in 
one.  recommended  dosage  was  exceeded;  in  the 
other,  serum  electrolytes  were  not  properly  moni- 
tored). Observe  patients  on  Dyazide’  regularly  for 
possible  blood  dyscrasias,  liver  damage  or  other  idio- 
syncratic reactions.  Blood  dyscrasias  have  been  re- 
ported in  patients  receiving  Dyrenium  (triamterene, 

SK&F).  Rarely,  leukopenia,  thrombocytopenia, 
agranulocytosis,  and  aplastic  anemia  have  been 
reported  with  the  thiazides.  Watch  for  signs  of  im- 
pending coma  in  acutely  ill  cirrhotics.  Thiazides  are 
reported  to  cross  the  placental  barrier  and  appear  in 
breast  milk.  This  may  result  in  fetal  or  neonatal 
hyperbilirubinemia,  thrombocyt  open  ia.  altered 
carbohydrate  metabolism  and  possibly  other  ad- 
verse reactions  that  have  occurred  in  the  adult.  When 
used  (hiring  pregnancy  or  in  women  who  might  bear 
children,  weigh  potential  benefits  against  possible 
hazards  to  fetus. 

Precautions:  Do  periodic  serum  electrolyte  and  BUN 
determinations.  Do  periodic  hematologic  studies 
in  cirrhotics  with  splenomegaly.  Antihypertensive 
effects  may  be  enhanced  in  postsympathectomy 

‘DYAZIDE’ 

Just  once  or  twice  daily  fi  >r  maintenance. 
I hd  rc  >chl< )i*< )tliiazide  to  help  keep 
blood  pressure  down  and  triamterene 
to  help  keep  potassium  levels  up. 


patients.  The  following  may  occur:  hyperuricemia 
and  gout,  reversible  nitrogen  retention,  decreasing 
alkali  reserve  with  possible  metabolic  acidosis,  hyper- 
glycemia and  glycosuria  (diabetic  insulin  require- 
ments may  be  altered),  digitalis  intoxication  (in 
hypokalemia).  Use  cautiously  in  surgical  patients. 
Concomitant  use  with  antihypertensive  agents  may 
result  in  an  additive  hypotensive  effect.  ‘Dyazide’ 
interferes  with  fluorescent  measurement  of 
quinidine. 

Adverse  Reactions:  Muscle  cramps,  weakness,  diz- 
ziness, headache,  dry  mouth:  anaphylaxis;  rash, 
urticaria,  photosensitivity,  purpura,  other  derma- 
tological conditions;  nausea  and  vomiting  (may  in- 
dicate electrolyte  imbalance),  diarrhea,  constipation, 
other  gastrointestinal  disturbances.  Necrotizing 
vasculitis,  paresthesias,  icterus,  pancreatitis, 
xanthopsia  and,  rarely,  allergic  pneumonitis  have 
occurred  with  thiazides  alone. 

Supplied:  Bottles  of  100  capsules;  in  Single  Unit 
Packages  of  100  (intended  for  institutional  use  only). 

SK&F  Co.,  Carolina,  P.R.  00630 

Subsidiary  of  SmithKIine  Corporation 


Necrologies 


Philip  Pines,  M.D. 
1914-1975 


Dr.  Philip  Pines,  60.  of  Limestone.  Maine,  died  unexpectedly 
on  March  18  in  Miami.  Florida  while  visiting  there. 

Born  in  Poland  on  June  13.  1914.  he  was  the  son  of  Bernarde 
Pines. 

Dr.  Pines  received  his  medical  degree  from  the  University  of 
Basel,  Switzerland  in  1940.  interned  there  and  served  residencies 
at  the  St.  Clare  Hospital  and  University  Hospital  in  Basel,  and 
the  Maryland  Washington  County  Hospital  in  Maryland. 

Dr.  Pines  practiced  in  Switzerland  from  1946  to  1948  and 
located  in  Limestone  in  1952. 


He  was  a veteran  of  the  Korean  Conflict  and  was  a Captain  in 
the  USAF(R). 

Dr.  Pines  was  a member  of  the  Aroostook  County  Medical 
Society,  the  Maine  Medical  Association  and  the  American  Med- 
ical Association.  He  was  also  a member  of  the  American  Society 
of  Abdominal  Surgery  and  the  International  College  of 
Surgeons. 

Surviving  are  his  widow,  Susan  Pines  of  Limestone;  a son, 
Philip  J.  of  West  Medford,  Massachusetts;  and  a daughter,  Mrs. 
Brian  Braisendell  of  West  Scarborough. 


Ralph  L.  Reynolds,  M.D. 
1883-1975 


Dr.  Ralph  L.  Reynolds,  92,  of  Waterville,  Maine,  died  on 
April  12. 

He  was  bom  in  China,  Maine  on  January  7,  1883,  son  of 
Franklin  B and  Mary  Anne  Reynolds. 

Dr  Reynolds  received  his  college  education  at  Colby  College 
where  he  was  graduated  in  1906,  and  was  a member  of  the 
championship  baseball  team,  captained  by  “Colby  Jack 
Coombs.”  He  remained  an  ardent  baseball  follower  throughout 
his  years. 

in  1913,  Dr.  Reynolds  received  his  medical  degree  from  Har- 
vard Medical  School,  interned  at  the  Boston  City  Hospital, 
served  a residency  at  the  Boston  Lying-In  Hospital  and  was  a 
Graduate  Assistant  there  for  one  year.  He  established  practice  in 


Waterville  in  1915  and  practiced  actively  until  mid-1974  when 
illness  forced  his  retirement. 

An  honorary  member  and  past  president  of  the  Kennebec 
County  Medical  Association,  and  the  Maine  Medical  Associa- 
tion, Dr.  Reynolds  received  a 50-year  pin  in  1963,  a 55-year  pin  in 
1968  and  a 60-year  pin  in  1973.  He  was  also  a member  of  the 
American  Medical  Association,  the  American  College  of 
Surgeons,  the  Boylston  Medical  Society  of  Harvard  Medical 
School,  and  was  a Charter  Member  of  the  New  England  and 
Maine  Obstetrical  and  Gynecological  Society. 

Surviving  are  a son.  Dr.  John  F.  Reynolds  of  Waterville;  a 
daughter,  Mrs.  Philip  Livingstone  of  Winchester,  Mas- 
sachusetts; and  six  grandchildren. 


DACOSTA  F.  BENNET,  M.D. 
1885-1975 


Dr.  DaCosta  F.  Bennet,  89.  of  Lubec.  Maine,  died  on  April  27 
in  Manchester.  New  Hampshire. 

Born  in  Lubec.  Maine  on  June  4.  1885.  he  was  the  son  of  Eben 
H.  and  Anne  W.  Bennet. 

Dr.  Bennet  was  graduated  from  the  University  of  Maine  and 
received  his  medical  degree  from  the  University  of  Maryland 
School  of  Medicine  in  1917.  He  did  postgraduate  work  at  the 
New  York  Lying-In  Hospital  and  Penniman  Hospital  in  Vir- 
ginia. Dr.  Bennet  practiced  in  Penniman  for  one  year  and  then 


located  in  Lubec  in  1919. 

An  honorary  member  of  the  Washington  County  Medical  So- 
ciety and  the  Maine  Medical  Association,  he  received  a 50-year 
pin  in  1967  and  a 55-year  pin  in  1972.  Dr.  Bennet  was  also  a 
member  of  the  American  Medical  Association. 

Surviving  are  two  sisters,  Mrs.  Clarence  Watts  of  Windber, 
Pennsylvania  and  Mrs.  Ralph  Preble  of  Cape  Elizabeth;  two 
sons.  Dr.  Eben  T.  Bennet  of  Cape  Elizabeth  and  Frank  Bennet 
of  Manchester,  New  Hampshire;  and  six  grandchildren. 


OTISJ.  DOUPH1NETT,  M.D. 
1901-1975 


Dr.  Otis  J.  Douphinett,  74,  of  Scarborough,  Maine,  died  un- 
expectedly on  June  21  at  a local  hospital  after  a short  illness. 

He  was  bom  in  Franklin,  New  Hampshire  on  May  16.  1901, 
son  of  Charles  E.  and  Mary  L.  Douphinett. 

Dr.  Douphinett  was  graduated  from  Tufts  University  and 
received  his  medical  degree  from  Tufts  University  School  of 
Medicine  in  1926.  He  interned  at  the  Norwegian  Hospital  in 
Brooklyn.  New  York  and  served  a residency  at  the  Brooklyn 
Eye  and  Ear  Hospital.  In  1932.  Dr.  Douphinett  located  in  Port- 
land. 

He  was  a senior  member  of  the  Cumberland  County  Medical 


Society,  the  Maine  Medical  Association  and  the  American  Med- 
ical Association.  Dr.  Douphinett  was  a staff  member  of  the 
Maine  Medical  Center  and  Mercy  Hospital,  as  well  as  a former 
Chief  of  Ophthalmology. 

Surviving  are  his  widow,  the  former  Margaret  E.  Smith;  two 
sons,  John  O.  and  Paul,  both  of  Scarborough;  two  daughters. 
Misses  Mary  Louise  Douphinett  of  Burlington,  Vermont  and 
Jeanine  Douphinett  of  Scarborough;  a sister,  Mrs.  Thelma  Dun- 
can of  Franklin,  New  Hampshire;  and  several  nieces  and 
nephews. 
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Charles  N.  Stanhope,  M.D. 

1889-1975 


Dr.  Charles  N.  Stanhope,  85,  of  Dover-Foxcroft,  Maine,  died 
on  April  30,  following  a long  illness. 

Born  in  Charleston,  Maine  on  June  21,  1889,  he  was  the  son  of 
Dr.  Alvin  H.  and  Martha  Ella  Stanhope. 

Dr.  Stanhope  was  graduated  from  Foxcroft  Academy  in  1907, 
taught  school  in  Onawa  and  Addison  before  entering  Bates  Col- 
lege from  which  he  was  graduated  in  1912.  He  then  taught  at 
Sangerville  High  School  for  two  years  before  entering  Bowdoin 
Medical  School,  where  he  received  his  medical  degree  in  1918. 
From  January  1918  to  August  1918,  he  served  as  Assistant 
Superintendent  at  the  Western  Maine  Sanatorium  and  then  lo- 
cated in  Dover-Foxcroft.  Dr.  Stanhope  specialized  in  the  field  of 
Public  Health  and  was  affiliated  with  the  State  Department  of 
Health  from  1936  to  1959,  and  was  special  consultant  there  until 
1969  when  he  retired. 

He  was  an  honorary  member  of  the  Piscataquis  County  Medi- 
cal Society  and  the  Maine  Medical  Association,  receiving  a 
50-year  pin  in  1968  and  a 55-year  pin  in  1973.  Dr.  Stanhope  was 
also  a member  of  the  American  Medical  Association  and  a 
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member  of  the  staff  of  the  Mayo  Memorial  Hospital. 

Surviving  are  his  widow,  Maude  Stanhope;  one  son,  Murray 
M.  Stanhope  of  Dover-Foxcroft;  one  daughter,  Barbara  M.  of 
Providence,  Rhode  Island;  four  grandchildren;  two  great- 
grandchildren and  several  nieces  and  nephews. 


Ronald  A.  Bettle,  M.D. 

1914-1975 


Dr.  Ronald  A.  Bettle,  60,  a well-known  Brunswick,  Maine 
practicing  surgeon  and  a founder  of  the  Parkview  Memorial 
Hospital  in  1959,  died  on  July  8 of  injuries  sustained  in  a car  crash 
in  Bellemead,  Montgomery  Township,  New  Jersey.  Dr.  Bettle 
was  working  at  the  new  Seventh  Day  Adventist  Hospital  in 
Hackettstown,  New  Jersey  in  an  attempt  to  strengthen  the  hospi- 
tal and  staff,  when  the  accident  occurred.  He  had  planned  to 
return  to  Brunswick  in  the  summer  of  1976  to  continue  his  private 
practice  and  association  with  the  local  hospital. 

Born  in  St.  John,  New  Brunswick,  Canada  on  August  1,  1914, 
he  was  the  son  of  Mr.  and  Mrs.  Daniel  K.  Bettle. 

He  was  graduated  from  Southern  California  Junior  College  in 
Arlington,  California  in  1935  and  received  his  medical  degree 
from  the  College  of  Medical  Evangelists  in  1939.  Dr.  Bettle 
interned  at  the  Hackensack  Hospital  in  New  Jersey,  served  four 


years  in  the  U.S.  Army  as  a Major,  served  a residency  at  the 
Maine  General  Hospital  in  Portland,  Maine  and  then  located  in 
Brunswick  in  1949.  Several  years  ago.  Dr.  Bettle  traveled  to 
Kenya,  Africa  in  response  to  a need  for  a temporary  surgeon  for 
one  year.  His  son,  Daniel,  is  a Seventh  Day  Adventist  Mission- 
ary in  Zaire,  Africa. 

Dr.  Bettle  was  a member  of  the  Cumberland  County  Medical 
Society,  the  Maine  Medical  Association  and  the  American 
Board  of  Surgery. 

Surviving  are  his  widow,  Ruth  Bettle;  his  mother  and  father  of 
Pennellville  Road  in  Brunswick;  three  daughters,  Jean  Fuleki  of 
Welland,  Ontario,  Ruth  Harms  of  Kennewick,  Washington  and 
Jan  Ellis  of  Bowdoin;  a son,  Daniel  Bettle  of  Zaire,  Africa  and 
two  sisters,  Donna  Kuczma  of  Barre,  Massachusetts  and  Lois 
Ponte  of  Clinton,  Massachusetts. 


IN  MEMORIAM 


The  first  time  1 ever  heard  of  Dr.  Bettle  was  5 months  after  1 
had  arrived  in  Brunswick.  There  was  a notice  in  the  paper  that 
Dr.  Ronald  Bettle  would  soon  begin  to  practice  here.  I was 
struggling  to  build  a practice,  and  he  represented  competition.  I 
was,  to  put  it  mildly,  dismayed.  1 needn’t  have  been. 

The  first  time  I ever  saw  Dr.  Bettle  was  shortly  after  he 
arrived.  He  made  it  a point  to  visit  the  other  physicians  and  make 
himself  known  (an  excellent  example  of  his  ability  to  get  along 
with  people)  and  to  point  out  that  he  was  not  competition  but 
cooperation. 

For  the  next  twenty-six  years,  our  lives  intertwined  like 
streamers  at  a party.  We  saw  each  other  professionally  and 
socially.  He  delivered  one  of  my  children.  I attended  the  wed- 
dings of  his  children;  he  attended  the  weddings  of  mine. 

Professionally  he  was  a skilled  diagnostician  and  a remarkable 
technician.  Let  me  give  you  just  one  example  of  his  surgical 
ability.  There  are,  of  course,  hundreds  of  others,  but  this  one 
sticks  in  my  mind.  Shortly  after  Dr.  Bettle  had  arrived  in  Bruns- 
wick, I saw  a patient  with  cancer  of  the  ovary.  In  those  days, 
most  of  the  major  surgery  was  done  in  Portland.  Dr.  Bettle 
performed  the  surgery  on  this  patient  at  the  old  Brunswick 
Community  Hospital.  The  patient  is  still  alive  today,  26  years 
later.  What  better  tribute  to  his  judgment  and  surgical  ability! 


I remember  vividly  the  long  talks  we  used  to  have  while  scrub- 
bing for  surgery  and  over  the  surgical  table  where  1 assisted  him 
many,  many  times.  Among  other  things,  we  talked  about  the 
town’s  need  for  a modern  hospital.  The  Parkview  Hospital  is  the 
result  of  his  dreams  and  plans. 

When  I was  trying  to  make  up  my  mind  whether  or  not  I should 
return  to  private  practice,  it  was  Ron  Bettle  who  gave  me  the  final 
push  and  not  only  persuaded  me  to  return  but  provided  the  office 
space  while  he  was  away  in  Africa. 

Dr.  Bettle  possessed  a quality  of  character  that  few  people 
have;  namely,  he  was  SOMEONE  YOU  COULD  TALK  TO.  1 
shall  miss  him. 

1 want  to  close  by  quoting  an  epitaph  written  for  another 
physician  which  is  an  appropriate  epitaph  for  Dr.  Bettle. 

“A  man  of  great  determination,  though  soft-spoken,  imagina- 
tive and  resourceful,  with  kindly  eyes,  one  felt  in  his  presence  a 
vitality  and  keenness  of  perception  ...  His  kindness,  warmth 
and  modesty  are  legendary." 

I mourn  the  death  of  Ron  Bettle.  I do  not,  however,  mourn  his 
death  as  much  as  1 rejoice  that  he  lived. 

Louis  Bachrach,  M.D. 

65  Baribeau  Drive 
Brunswick.  Maine  04011 
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News,  Notes  and 
Announcements 

Tentative  Conference  Schedule 
Department  of  Surgery 
Maine  Medical  Center,  Portland,  Maine 

1975 

*11/20  Nabseth 

ORGAN  TRANSPLANTATION,  PRESERVA- 
TION & BANKING 
11/27  MORTALITY 
12/  4 Stocks 

THYROID  TUMORS 
12/11  Collins,  Britton 

PORTAL  HYPERTENSION  AT  MMC 
*12/18  Deterline 

1976 

1/  8 MORTALITY 
1/15  Waterhouse,  Ferris 

AIR  UNDER  THE  DIAPHRAGM 

* 1/22  MacArthur 

HEPATIC  ABSCESS  AND  RESECTION 
1/29  MORTALITY 
2/  5 Stocks 

SOFT  TISSUE  TUMORS  / Waterhouse,  Dinan 
ANEURYSMS  AT  MMC 
2/12  SURGICAL  CPC 

* 2/19 

2/26  MORTALITY 

3/  4 No  Conference.  Webber  Dq,  March  5,  6.  George 
Zuidema,  Guest 

3/11  Morton,  Lutes,  Hiebert,  White 

CORONARY  ARTERY  RESULTS  MMC 

* 3/18 

3/25  MORTALITY 
4/  1 Anderson,  Shapiro 

RECTAL  CANCER  AT  MMC 
4/  8 Barron,  Pennoyer 

RECURRENT  HERNIAS 

* 4/15 

4/22  Bidwell 

CEREBRAL  ANEURYSM  AT  MMC  / 

4/29  MORTALITY 
5/  6 MacLaughlin,  Britton 
TRAUMA  AT  MMC 
5/13  SURGICAL  CPC 

* 5/20 

5/27  MORTALITY 

6/  3 Browne,  Dillihunt,  Sommers,  Allen 

LUMPS,  BUMPS,  RASHES,  AND  BOILS 
6/10  Goldfarb 

GRANULOMATOUS  ENTERITIS 

* 6/17 

6/25  Waterhouse,  Collins,  Ferris 
RESIDENTS  REPORT 

*Guest 


Phenomenology  and  Treatment  of  Depression 

presented  by  the  Department  of  Psychiatry 
Baylor  College  of  Medicine.  Houston 
December  4-5,  1975 
The  Shamrock  Hilton  Hotel,  Houston 
Depressive  disorders  constitute  the  most  common  type  of 
psychopathology  confronted  by  the  psychiatrist,  internist,  and 
physician  in  family  and  general  practice.  Etiology,  diagnosis,  and 
treatment  of  depression,  although  still  imperfectly  understood. 

Continued  on  Page  332 
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Emergency  Medicine 

W.  P.  Carter,  Jr.,  M.D.*  and  Frank  H.  Lawrence,  M.D.** 


Historical  Perspective 
Emergency  medical  care  in  the  United  States  has 
historically  taken  a back  seat  in  the  health  care 
delivery  system.  In  comparison  with  Russian 
Emergency  Medical  Services,  the  United  States 
has  lagged  far  behind  in  developing  a comprehen- 
sive system  for  the  treatment  of  the  acutely  ill.1  In 
the  Soviet  Union,  Emergency  Medicine  has  held 
specialty  status  since  1919;  such  is  not  the  case  in 
the  United  States  where  Emergency  Medical  Ser- 
vices (EMS)  has  developed  slowly  until  recent 
years.  As  a result  of  the  burden  placed  upon  the 
ambulatory  care  systems  of  hospitals  across  the 
country,  emergency  rooms  have  often  functioned 
as  a chaotic  meeting  place  for  emergent  and  non- 
emergent  patients.  To  meet  the  patient  demands, 
an  estimated  15,000  physicians  in  the  United  States 
are  now  practicing  in  emergency  rooms.  Relatively 
few  have  specific  emergency  training,  a high  level  of 
competence  or  experience  in  the  management  of 
emergencies.  However,  this  situation  is  changing. 

In  1968,  the  American  College  of  Emergency 
Physicians  (ACEP)  was  founded  by  eight  physi- 
cians. Presently,  with  over  5.000  members,  the 
ACEP  ranks  fifth  in  size  among  125  national  med- 
ical societies.  In  1973,  the  American  Medical  Asso- 
ciation approved  Emergency  Medicine  in  its  25th 
Scientific  Session  and  in  1974,  the  American  Med- 
ical Association  House  of  Delegates  approved  the 
concept  of  residency  programs  in  Emergency  Medi- 
cine. The  result  has  been  an  enthusiastic  interest 
among  medical  school  graduates  in  Emergency 

‘Attending  Physician.  Emergency  Division.  Maine  Medical 
Center.  Portland.  Maine  04102. 

“Director.  Emergency  Division.  Maine  Medical  Center,  Port- 
land, Maine  04102. 


Medicine  as  a career.  Residency  programs  have 
been  developed  across  the  country  with  approxi- 
mately 120  residents  currently  training  for  careers 
in  Emergency  Medicine. 

The  Emergency  Physician 

Traditionally,  the  Emergency  Room  has  pro- 
vided a noisy,  crowded,  stressful  environment, 
where,  for  24  hours  a day,  7 days  a week,  physi- 
cians worked  frantically  in  an  attempt  to  cope  with 
a multitude  of  medical  problems.  The  patients, 
rather  than  the  administration,  developed  the 
system,  demanding  “to  be  seen"  even  if  their  ill- 
nesses were  minor  ones.  The  staffing  physician, 
with  perhaps  a variable  degree  of  knowledge  and 
modicum  of  expertise  in  emergency  principles  (and 
sometimes  a disinterest  in  what  he  was  doing)  prac- 
ticed a combination  of  emergency  medicine  and 
general  medicine.  Staffing  often  has  been  via  the 
ophthalmologist  or  psychiatrist  who  got  "the  duty” 
because  it  was  “his  turn,"  or  via  the  moonlighting 
intern  or  resident  seeking  primarily  financial  gain 
while  training  in  some  other  specialty.  With  earlier 
specialization  in  medical  education,  it  has  become 
seemingly  unimportant  to  the  specializing  intern  or 
resident  to  learn  to  manage  the  full  range  of  medical 
and  surgical  problems.  The  lack  of  interest  and 
training  in  a discipline  felt  to  be  unrelated  to  his  in- 
tended specialty,  discouraged  the  house  officer 
from  learning  to  effectively  handle  a wide  varety 
of  emergency  medical  problems. 

Often  considered  trauma  stations,  emergency 
rooms  have  been  felt  to  be  the  domain  of  the  indi- 
vidual possessing  a surgical  expertise.  However,  a 
review  of  the  annual  visits  to  most  emergency 
rooms  dispels  that  notion.  Less  than  5%  of  the  ad- 


VOLUME  66.  NOVEMBER  1975 


295 


missions  to  the  Maine  Medical  Centert  represented 
acute-surgical  emergencies  in  1974. 

Today,  the  emergency  physician  represents  a 
new  breed  of  doctor.  He  is  not  in  an  emergency 
room  because  he  could  not  make  it  in  another  spe- 
cialty or  wishes  to  "retire,”  but  because  he  finds 
emergency  health  care  academically  stimulating 
and  intellectually  satisfying.  Practicing  far  more 
than  glorified  first  aid,  the  emergency  physician  ef- 
fectively utilizes  a multitude  of  medical  and  sur- 
gical disciplines.  From  the  convulsing  child  to  the 
cardiac  arrest,  through  the  psychotic  and  the  over- 
dose, the  properly  trained  emergency  physician 
reacts  with  diagnostic  and  therapeutic  decisive- 
ness. The  major  factor  which  makes  the  emergency 
physician  distinctive  is  his  broad  range  of  skills.  If 
a trauma  patient  is  brought  into  an  emergency  room 
setting,  an  orthopedic  surgeon  treats  the  broken 
bones,  a chest  surgeon  treats  the  thoracic  injury, 
a neurosurgeon  treats  the  head  injury  and  a general 
surgeon  treats  the  ruptured  intraabdominal  viscus. 
The  emergency  physician  must  possess  the  ability 
to  make  rapid  diagnoses  and  the  skills  to  initiate 
appropriate  treatment;  secondarily,  the  emergency 
physician  must  communicate  with  and  coordinate 
appropriate  specialists.  Because  the  emergency 
physician  is  faced  with  a wide  variety  of  problems, 
his  education  is  an  unusual  one  in  today’s  medical 
world  when  most  areas  of  study  lead  "vertically” 
into  a single  area  of  study  as  opposed  to  "horizon- 
tally” through  many  areas  of  study.  The  educa- 
tional objectives  of  emergency  physicians  are  most 
closely  akin  to  those  of  the  family  practitioners,  but 
while  the  family  practitioner  can  refer  his  patient  to 
the  specialist  for  further  evaluation,  the  emergency 
physician  must  often  act  immediately  if  he  is  to  in- 
tervene in  a patient’s  impending  demise. 

Throughout  the  United  States  a group  of  first 
career  emergency  physicians  is  emerging.  Their 
medical  backgrounds  are  often  diverse,  but  their 
goal  is  uniformly  to  participate  in  and  deliver  high 
quality  emergency  care;  they  are  seeking  and  ob- 
taining the  type  of  education  they  need  to  attain 
their  career  objective. 

Emergency  Medical  Services 

The  transportation  and  pre-hospital  treatment  of 
the  acutely  ill  or  injured  are  vital  elements  which 
have  been  ignored  in  the  past.  With  recognition 
of  the  fact  that  morbidity  and  mortality  can  be  de- 
creased with  better  pre-hospital  care,  emergency 
physicians  have  focused  a great  deal  of  attention  on 
the  patient  prior  to  his  arrival  at  the  hospital. 

In  1973,  Congress  enacted  the  Emergency  Med- 
ical Systems  Act  which  recognized  the  need  for 
improvement  in  the  present  state  of  Emergency 

t Maine  Medical  Center,  Portland,  Maine  (Statistics  — Emer- 
gency Division) 


Medical  Services.  By  attempting  to  upgrade  the 
quality  of  pre-hospital  transportation  of  the  acutely 
injured,  the  goal  of  the  act  is  to  save  lives;  Boyd2 
has  shown  that  a comprehensive  treatment-trans- 
portation system  can  do  just  that.  Historically, 
United  States  ambulances  have  been  staffed  by 
individuals  on  a volunteer  basis.  Like  the  doctor  on 
duty  in  the  emergency  room  the  volunteers’  knowl- 
edge and  experience  were  less  than  optimal;  levels 
of  competency  were  infrequently  evaluated  and 
consequently  not  modified.  For  years  the  concept 
of  putting  the  injured  "in  the  back  of  the  wagon” 
and  "running”  to  the  hospital  was  what  any 
"good”  ambulance  driver  did.  Federal  and  public 
demand  as  well  as  the  concern  of  the  emergency 
physician  have  produced  sweeping  changes  in 
emergency  health  care  delivery.  Courses  in  basic 
and  advanced  life  support  are  now  being  offered  to 
ambulance  attendants.  The  Emergency  Medical 
Technician  (EMT)  after  81  hours  of  instruction  re- 
ceives certification  by  national  examination  there- 
by insuring  high  standards  of  competence  in  the 
pre-hospital  phase  of  patient  care.  In  Maine,  the 
Vocational  Technical  Institutes  offer  emergency 
medical  technician  education  in  conjunction  with 
the  Department  of  Health  and  Welfare.  The  student 
response  and  enthusiasm  have  been  tremendous 
and  the  bulk  of  the  teaching  has  been  provided  by 
the  full-time  emergency  nurses  and  physicians. 
The  EMT  with  education  in  basic  life  support  is 
now  staffing  ambulances  in  many  areas  of  the  State. 

In  Portland,  Maine,  MEDCU  (Medical  Crisis 
Unit)  an  ambulance  service  staffed  by  salaried 
EMT’s  recently  has  come  into  existence  through 
the  support  of  federal  monies.  Like  many  of  the 
volunteer  services,  MEDCU  offers  24-hour  a day 
service  to  the  public  and  forms  a prototype  for  pre- 
hospital transportation  in  the  State’s  emergency 
medical  system.  At  present  there  is  no  plan  in 
Maine  to  provide  pre-hospital  emergency  care  in 
other  areas  by  a similar  system. 

Maine's  rural  population  and  geography  present 
difficulties  shared  by  many  states  in  offering  ade- 
quate emergency  medical  service  to  the  entire  popu- 
lation. (In  the  Soviet  Union,  physicians  go  directly 
to  the  victim;  there  are  over  650,000  physicians  in 
Russia3  — more  than  in  the  United  States,  Great 
Britain,  and  France  combined.)  At  present,  some 
areas  of  the  United  States  are  utilizing  physicians 
in  ambulances  but  this  alternative  is  not  logistically 
feasible  for  the  entire  country.  Thus,  the  well 
trained  EMT  has  become  and  will  remain  a crucial 
element  in  pre-hospital  emergency  care. 

Nurses,  like  physicians,  have  become  interested 
in  specializing  in  Emergency  Medicine.  Emergency 
Department  nurses  now  have  educational  prereq- 
uisites and  standards  which  are  similar  to  those  fol- 
lowed by  nurses  who  staff  coronary  care  and  in- 
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tensive  care  units.  At  the  Maine  Medical  Center 
Emergency  Division,  selected  nurses  participate  in 
a 10-week  course  which  prepares  the  nurse  to  per- 
form brief  histories  and  physical  examinations  and 
arrive  at  a tentative  diagnosis.  This  additional  edu- 
cation facilitates  triage  and  consequently  the  skills 
possessed  by  an  experienced  nurse  are  more  ef- 
fectively utilized.  Many  nurses  who  staff  emer- 
gency departments  now  belong  to  a specialized  pro- 
fessional society,  the  Emergency  Division  Nurses 
Association  (EDNA)  which  promotes  education 
and  meaningful  dialogue  between  nurses  and  hos- 
pitals. 

Public  Education 

Public  education  is  fundamental  in  developing 
good  emergency  medical  care.  The  emergency 
physician  must  not  only  be  competent  in  providing 
good  primary  care  but  must  also  educate  the  public 
as  to  the  function  and  proper  utilization  of  an  emer- 
gency facility.  Statistics  at  the  Maine  Medical 
Center  reveal  that  less  than  3 % of  patients  present- 
ing to  the  Emergency  Division  are  life-threatening 
emergencies.  However,  every  patient  presenting  to 
an  emergency  unit  considers  his  problem  an  urgent 
one,  albeit  for  personal  rather  than  medical  reasons. 
While  the  unavailability  of  primary  care  physicians 
often  forces  patients  into  the  emergency  room  for 
treatment,  patient  misconception  and  consequent 
misuse  of  emergency  facilities  is  primarily  a result 
of  inadequate  public  education.  The  result  — inun- 
dation of  emergency  rooms  with  inappropriate  pa- 


tients — has  been  high  hospital  costs  and  subse- 
quent high  charges  to  the  non-emergency  patient. 
Elaborate  systems  of  triage  have  been  developed 
out  of  necessity  to  insure  that  true  emergencies 
receive  prompt  recognition  and  attention.4 

Summary 

The  public  demands  and  deserves  high  quality 
emergency  care.  In  the  United  States,  the  team  ap- 
proach to  emergency  medical  care,  with  Emer- 
gency Medical  Technicians  performing  pre-hospital 
treatment  and  hospital-based  physicians  and  nurses 
performing  definitive  care,  is  providing  the  basis 
for  improved  emergency  medical  services.  Com- 
munities, organizations,  and  hospitals  have  recog- 
nized the  necessity  for  well-trained  personnel.  The 
progress  made  in  improved  staffing  of  emergency 
facilities  throughout  Maine  in  the  last  five  years  is 
evident  and  with  improved  pre-hospital  care  and 
full-time  emergency  physicians,  the  Emergency 
Medical  System  is  establishing  a noteworthy  posi- 
tion in  the  sphere  of  health  care  delivery.  Emer- 
gency Medicine,  as  a developing  specialty,  is  meet- 
ing the  challenge  produced  by  the  acutely  ill. 

References 

1.  Scribner.  R.,  Raithaus,  C.,  Ivanov,  P.:  “Emergency  Med- 
ical Services  in  the  Soviet  Union,”  Trauma,  Vof.  14,  No.  6, 
(June  1974),  p.  447-452. 

2.  Boyd.  D..  Mains,  K.,  Flashner,  B.:  "Status  Report:  Illinois 
Statewide  Care  System,"  Illinois  Medical  Journal,  (January 
1972),  p.  56-62. 

3.  Scribner,  R..  Raithaus,  C.,  Ivanov.  P.,  p.  447-452. 

4.  Ambulatory  Care  Manual.  Maine  Medical  Center,  1972. 


Reminder  to  M.M.A.  Members 

CONTINUING  MEDICAL  EDUCATION  ACTIVITY  REPORT 

The  bylaws  of  the  Maine  Medical  Association  were  amended  in  June  of  1973 
as  follows:  Chapter  I,  Section  11,  — “Each  member  of  the  Maine  Medical  As- 
sociation shall  be  required  to  report  his  activities  in  continuing  medical  education 
every  year  according  to  a format  provided  by  the  Committee  on  Continuing  Med- 
ical Education.” 

Only  active,  dues-paying  members  are  required  to  report  this  year. 

Please  fill  in  your  activity  report  promptly  and  return  to  the  M.M.A.  office, 
P.O.  Box  250,  Brunswick,  Maine  04011. 
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Health  Care  Delivery  in  Maine  III: 
Evaluating  the  Level  of 
Hospital  Performance 

John  E.  Wennberg,  M.D.,*  Alan  Gittelsohn,  Ph.D.**  and  Nancy  Shapiroi 


Hospitalizations  for  common  surgical  and  med- 
ical conditions  vary  extensively  among  different 
planning  regions  and  Hospital  Service  Areas  in  the 
State  of  Maine. 1,2  We  have  suggested  these  differ- 
ences should  be  taken  into  account  in  reaching  plan- 
ning or  regulatory  decisions  and  in  selecting  prob- 
lems for  peer  review.  However,  to  be  taken  into 
account,  they  must  be  measured  directly  or  by  sur- 
rogate indicators.  Traditionally,  the  measures  of 
use  of  health  care  by  the  population-at-risk  have  not 
been  available  for  regional  planning  and  regulation 
or  for  decision  making  by  hospital  administrators 
and  physician  staffs.  The  indicators  of  performance 
that  are  generally  available  provide  comparisons 
among  individual  hospitals  in  their  intensity  of  care 
per  case  treated,  their  need  for  facilities  and  the  ef- 
ficiency of  management  but  not  of  their  individual 
or  collective  impact  on  populations  living  in  neigh- 
boring communities. 

The  purpose  of  this  article  is  to  test  the  utility  of 
institutional  indicators  in  predicting  variations  in 
per  capita  expenditures  and  bed-use  rate.  We  are 
interested  in  the  relative  importance  of  intensity  of 
care  measures,  length  of  stay,  cost  per  case  and 
cost  per  day  in  hospital,  and  the  incidence  of  hos- 
pitalization in  determining  resource  use.  Studies 
are  made  of  admissions  for  specific  diagnoses  and 
procedures  and  of  hospitalizations  for  all  causes. 
We  examine  the  value  of  the  occupancy  rate  and 
bed  turnover  rate  in  predicting  per  capita  expendi- 
tures and  the  availability  and  use  of  beds. 

Our  studies  show  that  institutional  indicators  are 
poor  predictors  of  population  rate  of  use  and  that  a 
direct,  epidemiologic  approach  to  evaluation  of  per- 
formance is  necessary  if  basic  issues  concerning 
medical  necessity  and  distributional  equity  are  to  be 
identified.  Case  studies  of  selected  hospital  service 
areas  in  Maine  and  Vermont  are  presented  to  illus- 
trate that  planning,  management  or  regulatory  de- 
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cisions  which  rely  solely  on  institutional  indicators 
are  in  hazard  of  increasing  inequalities  in  distribu- 
tion of  resources  among  neighboring  communities 
which  show  no  evidence  of  differences  in  need  for 
service.  On  the  other  hand,  population-based  data 
can  aid  decision  makers  in  distinguishing  inappro- 
priate use  of  hospitals  from  shortage  of  bed  supply. 

Methods 

The  measurement  of  per  capita  use  of  hospital 
services  by  residents  of  hospital  service  areas 
(HSAs)  or  planning  regions  has  been  described  in 
previous  articles.1 : Data  on  incidence  and  resource 
use  for  individual  procedures  and  for  the  condition 
causing  admission  to  hospitals  are  for  Maine  hos- 
pital service  areas,  1973.  The  medical  conditions 
studied  in  this  paper  are  acute  and  chronic  infec- 
tions of  the  respiratory  tract;  the  International 
Classification  of  Diseases  used  in  these  diagnostic 
groupings  have  been  previously  given.2  Per  capita 
hospital  bed  use  is  measured  by  the  patient  day 
rate  which  is  the  number  of  days  residents  of  an 
HSA  spend  in  hospitals  per  1,000  residents.  In 
determining  the  rate,  all  hospital  days  are  counted, 
whether  the  hospitalization  is  at  a local  or  out-of- 
area facility.  Incidence  rates  likewise  reflect  total 
population  use.  Since  all  Maine  and  Vermont  short- 
term hospitals  contribute  data  to  the  study,  our  sta- 
tistics include  nearly  all  uses  of  hospitalizations  by 
residents  of  these  areas. 

For  specific  medical  conditions  and  surgical  pro- 
cedures, the  importance  of  average  length  of  stay 
and  incidence  in  predicting  bed  use  is  studied 
across  the  13  largest  Maine  HSAs.  All  the  HSAs 
have  populations  greater  than  20,000  persons. 
Area-wide  average  length  of  stay  is  obtained  by 
dividing  the  number  of  resident  patient  days  by  the 
number  of  resident  discharges  from  hospital,  with- 
out regard  to  location  of  hospital.  Average  charge 
per  case  is  reported  only  by  hospitals  participating 
in  the  Maine  Data  Service  Program  and  is  therefore 
not  available  for  all  Maine  hospitals.  For  the  8 
HSAs  with  populations  ranging  from  20  to  50 
thousand  persons,  data  are  available  for  each  local 
hospital,  and  in  these  areas  we  use  charges  as  our 
estimator  of  cost  per  case  and  per  capita  cost  per 
procedure.  For  tonsillectomy,  hysterectomy,  her- 
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niorrhaphy,  hemorrhoidectomy  and  cholecystec- 
tomy, charges  per  case  data  is  available.  Within 
each  area,  the  majority  of  these  procedures  is  per- 
formed at  local  hospitals.  For  a given  procedure, 
total  area  charges  are  estimated  by  multiplying  for 
each  local  hospital  the  number  of  procedures  per- 
formed on  area  residents  by  the  hospital  specific 
average  charge  per  case  and  summing  across  the 
experience  of  all  hospitals  performing  the  procedure 
on  area  residents.  Out-of-area  hospital  use  included 
some  hospitals  not  reporting  average  charge  per 
case  and  these  are  estimated  by  the  State  average  of 
all  reporting  hospitals. 

The  relationship  of  institutional  indicators  and 
hospital  discharge  rate  to  per  capita  expenditure 
and  bed  use  for  all  hospitalizations  is  studied  using 
data  from  13  Vermont  and  28  Maine  HSAs.  The 
smallest  Maine  HSA  has  10.0(H)  residents;  the 
smallest  Vermont  HSA,  8,000.  Vermont  data  are 
for  1969;  Maine  data  are  for  1971,  and  patient  day 
data  are  not  available  for  this  year.t  In  areas  with 
more  than  one  local  hospital,  institutional  indi- 
cators are  a weighted  average  of  the  experience  of 
each  local  hospital.  Percent  of  occupancy  is  ob- 
tained by  dividing  the  average  daily  census  by  the 
number  of  available  beds.  The  bed  turnover  rate  is 
defined  as  average  number  of  patients  treated  per 
bed  per  year.  Average  cost  per  day  in  hospital  was 
obtained  from  Blue  Cross  and  is  available  for  Ver- 
mont only. 

Estimates  for  total  per  capita  hospital  expendi- 
tures in  an  area  are  obtained  by  allocation  of  annual 
total  expenditure  of  each  individual  hospital  to 
the  HSA  of  residence  of  its  patients.  For  example, 
if  10  percent  of  the  patients  admitted  to  a given  hos- 
pital live  in  a particular  HSA,  10  percent  of  the  hos- 
pital's annual  expenditures  are  assigned  to  that 
area.  The  sum  of  all  hospitals'  contributions  to  the 
service  area  provides  a measure  of  total  expendi- 
ture. An  estimate  of  per  capita  availability  of  beds 
is  obtained  by  allocating  the  bed  supply  of  each 
hospital  to  the  area  of  origin  of  its  patients,  using 
the  same  estimating  procedure  as  for  per  capita  ex- 
penditures. Data  on  planning  decisions  in  Vermont 
are  from  published  reports  or  from  planning  docu- 
ments available  to  the  authors. 

The  principal  statistical  issue  is  the  corre- 
spondence between  two  ways  of  viewing  hospital 
performance:  from  the  perspective  of  the  institu- 
tions and  from  the  perspective  of  the  populations 
who  are  served  by  the  institutions.  We  are  inter- 
ested in  learning  the  extent  of  the  association  of  in- 
stitutional performance  indicators  with  the  popu- 
lation's availability  and  use  of  beds  or  expenditures. 


Maine  data  for  this  part  of  the  study  were  obtained  during 
a feasibility  study  of  developing  a population-based  data  system 
for  Maine. 


We  also  want  to  know  the  extent  to  w hich  variation 
in  use  of  dollars  and  beds  relate  to  variations  in  in- 
cidence of  hospitalization.  The  statistic  we  use  to 
characterize  the  correspondence  among  indicators 
is  the  “explained  variance”  or  “R2”  statistic  which 
is  square  of  the  correlation  coefficient.  The  corre- 
lation coefficient  itself  ranges  from  -1.0  to  +1.0; 
the  stronger  the  relationship  the  nearer  the  value  of 
the  coefficient  is  to  1 .0;  weak  relationships  are  near 
zero.  The  sign  of  the  coefficient  indicates  the  direc- 
tion of  association  (a  negative  sign  means  the  value 
of  one  indicator  increases  as  the  other  decreases). 
The  squared  correlation  coefficient  is  usually  ex- 
pressed as  a percent  and  represents  an  estimate  of 
the  variance  or  difference  among  the  values  of  one 
variable  which  is  explained  by  difference  among 
the  value  of  a second. 

Results 

Determinants  of  Per  Capita  Expenditures  and  Bed 
Use 

The  mean,  range  and  coefficient  of  variation  of  all 
variables  and  the  correlation  coefficients  between 
relevant  variables  are  given  in  the  Appendix. 

For  specif  e medical  and  surgical  conditions. 
Average  length  of  hospital  stay  and  cost  per  case 
are  not  important  predictors  of  per  capita  use  of 
beds  or  charges  for  common  surgical  conditions  and 
for  respiratory  disease  illnesses  (Figures  I and  2). 
In  only  one  of  the  ten  cases  do  they  explain  a 
majority  of  the  variation  is  per  capita  consumption. 
In  contrast,  there  are  strong  linear  associations  be- 
tween bed  use  and  per  capita  charges  and  the  inci- 
dence rate  of  hospitalizations  for  specific  conditions 
and  procedures.  Although  the  variation  in  length  of 
stay  and  average  charge  per  case  for  specific  pro- 
cedures and  conditions  is  substantial,  these  mea- 
sures show  little  correlation  with  incidence  rate 
(Appendix  Tables).  Incidence  rates  of  hospitaliza- 
tion show  greater  variation  than  length  of  stay  and 
are  the  immediate  determinant  of  variation  in  bed 
use  and  per  capita  charges. 

For  all  hospitalizations.  For  all  causes,  the  re- 
lationship between  incidence  and  bed  use  and  ex- 
penditures is  considerably  weaker  than  for  specific 
conditions  or  procedures  (Table  1).  Among  the  28 
Maine  Hospital  Service  Areas,  the  incidence  rate 
accounts  for  about  34  percent  of  the  variation  in 
estimated  expenditures.  In  Vermont,  incidence  rate 
has  little  value  in  predicting  per  capita  expenditures 
or  bed  use.  The  weakening  of  the  relationship  be- 
tween incidence  and  resource  use  reflects  the  dif- 
ference in  mix  of  procedures  and  conditions  treated 
in  hospitals  in  the  neighboring  areas.  Variation  in 
average  length  of  stay  also  counts  for  little  of  the 
variation  in  per  capita  expenditures.  The  strongest 
relationship  is  between  per  capita  expenditures 
and  average  charges  per  day  in  hospital.  However, 
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Figure  1 


Contribution  of  Area-Wide  Average  Length  of  Stay  and  Incidence  of  Hospitalization  to  per  Capita  Use  of  Hospital  Beds 
for  Common  Surgical  Procedures  and  Respiratory  Diseases.  Thirteen  Largest  Maine  Hospital  Service  Areas,  1973. 
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Figure  2 

Contribution  ok  Area-Wide  Charge  per  Case  and  Incidence 
of  Hospitalization  to  Estimated  Per  Capita  Expenditures 
for  Common  Surgical  Proc  edi  res.  Eight  Maine  Hospital 
Service  Areas,  1973. 
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Performance  Evaluation  and  Institutional  Indi- 
cators 

Table  1 shows  that  differences  in  bed  turnover 
rates  as  well  as  length  of  stay  and  cost  per  day  in 
hospital  are  unreliable  indicators  of  relative  per 
capita  expenditures.  It  also  shows  that  variation  in 
percent  of  occupancy  among  areas  has  little  corre- 
spondence with  per  capita  expenditures,  or  avail- 
ability and  use  of  hospital  beds.  These  statistical 
issues  are  illustrated  in  the  following  case  studies. 

A profile  of  hospital  performance  in  five  Maine 
areas.  Table  2 shows  the  per  capita  incidence  of 
hospitalization,  expenditures  and  bed  availability 
and  use,  and  the  status  of  three  institutional  indi- 
cators which  are  considered  to  be  indicative  of  the 
efficiency  of  hospital  performance  and  the  need  for 
beds.  Although  the  institutional  indicator  of  bed 
availability,  (percent  of  occupancy)  is  nearly  iden- 
tical in  four  of  the  five  areas,  the  patient  day  rate 
which  describes  bed  use  by  the  population  varies 
from  800  to  1,625  days  per  1000  persons  per  year. 
The  area  with  the  highest  bed  turnover  rate  (Area 
IV)  has  the  highest  rate  of  hospitalization,  the  most 
patient  days  and  expenditures  per  capita,  and  has 
the  most  available  beds.  Previously  we  have  found 
that  this  area,  compared  to  the  other  four,  has  a high 
rate  of  common  surgical  procedures,  particularly 
tonsillectomy  and  hemorrhoidectomy.1  Area  IV's 
length  of  stay  is  nearly  the  same  as  Area  V which 
has  the  lowest  incidence  rate  and  per  capita  ex- 
penditures of  the  five  areas.  It  is  apparent  that  the 
large  differences  in  resource  use  among  areas  are 
not  indicated  by  conventional  institution-based  in- 
dicators. 

Public  Planning  and  Regulation  in  Vermont  Hos- 
pital Service  Areas 

Planners  and  regulators  depend  on  institutional 
indicators  in  reaching  decisions  on  the  allocation  of 
resources  and  in  regulating  the  price  of  health  care. 
Because  of  the  low  correspondence  between  insti- 
tutional indicators  and  the  underlying  consumptive 
patterns  of  the  populations,  the  impact  of  public 
decisions  on  the  equality  of  resource  distribution 
among  neighboring  hospital  service  areas  is  usually 
unknown.  In  Vermont,  where  population-based 
data  have  been  available  since  1969,  case  studies 
can  be  made  of  public  decisions  made  during  that 
period  from  the  perspective  of  the  population  they 
affect.  Table  3 presents  data  on  the  number  of  hos- 
pitals in  each  area,  the  incidence  of  hospitalization, 
per  capita  expenditures  and  bed  use  and  features  of 
public  decisions  affecting  three  Vermont  Hospital 
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Appendix  Table  1 


Mean,  Range,  and  Coefficient  of  Variation.  Institutional  and  Per  Capita  Indicators  of  Hospital  Performances 
in  Selected  Maine  and  Vermont  Hospital  Service  Areas. 


Lowes 1 
Value 

Highest 

Value 

Mean 

Coefficient  of 
Variation 

Specific  Medical  and  Surgical  Causes  of  Admission 
Cholecystectomy 

Area-wide  Length  of  Stay 

10.22 

15.26 

11.51 

0.12 

Patient  Days  per  10,000 

293 

700 

420  0.27 

Admissions  per  10,000 

25 

55 

36 

0.24 

Charges  per  case  ($)* 

910 

1297 

1083 

0.11 

Charges  per  capita  ($)* 

3.58 

7.94 

5.52 

0.31 

Hysterectomy 

Area-wide  Length  of  Stay 

8.28 

10.95 

9.43 

0.07 

Patient  Days  per  10,000 

347 

882 

521 

0.28 

Admissions  per  IO.OuO 

40 

92 

55 

0.26 

Charges  per  case  ($)* 

842 

947 

895 

0.04 

Charges  per  capita  ($)* 

3.61 

6.16 

4.63 

0.21 

Repair  of  Inguinal  Hernia 

Area-wide  Length  of  Stay 

4.58 

6.35 

5.74 

0.09 

Patient  Days  per  10,000 

182 

312 

261 

0.16 

Admissions  per  10,000 

34 

58 

46 

0.16 

Charges  per  case  ($)* 

432 

609 

525 

0.11 

Charges  per  capita  ($)* 

2.14 

3.27 

2.66 

0.15 

Tonsillectomy 

Area-wide  Length  of  Stay 

1.77 

2.60 

2.20 

0.10 

Patient  Days  per  10,000 

50 

279 

140 

0.49 

Admissions  per  10,000 

24 

126 

64 

0.47 

Charges  per  case  ($)* 

242 

304 

268 

0.08 

Charges  per  capita  ($)* 

0.74 

3.00 

1.51 

0.53 

Appendectomy 

Area-wide  Length  of  Stay 

4.92 

7.51 

6.44 

0.13 

Patient  Days  per  10,000 

64 

145 

110 

0.19 

Admissions  per  10,000 

11 

23 

17 

0.20 

Charges  per  case  ($)* 

542 

657 

594 

0.08 

Charges  per  capita  ($)* 

0.74 

1.22 

1.02 

0.16 

Acute  Upper  Respiratory  Tract  Condition  and  Common  Cold 

Area-wide  Length  of  Stay 

2.54 

12.50 

5.15 

0.47 

Patient  Days  per  10,000 

11 

115 

38 

0.79 

Admissions  per  10,000 

0.9 

25 

8 

0.79 

Acute  Sinusitis,  Pharyngitis,  Tonsillitis,  and  Laryngitis 

Area-wide  Length  of  Stay 

2.51 

4.49 

3.28 

0.18 

Patient  Days  per  10,000 

11 

77 

37 

0.64 

Admissions  per  10,000 

3 

19 

1 1 

0.50 

Acute  Bronchitis 

Area-wide  Length  of  Stay 

4.50 

7.79 

5.76 

0.13 

Patient  Days  per  10,000 

31 

427 

102 

1.02 

Admissions  per  10,000 

5 

72 

18 

0.99 

Unqualified  Pneumonia  or  Bronchitis 

Area-wide  Length  of  Stay 

6.05 

8.92 

7.29 

0.12 

Patient  Days  per  10,000 

85 

482 

204 

0.60 

Admissions  per  10,000 

15 

71 

28 

0.57 

Chronic  Bronchitis  or  Emphysema 

Area-wide  Length  of  Stay 

6.89 

12.72 

9.29 

0.18 

Patient  Days  per  10,000 

41 

281 

138 

0.45 

Admissions  per  10,000 

6 

26 

14 

0.36 

1971  Maine  Data  Hospital  Expenditures  per  capita  ($) 

33 

121 

79 

0.24 

Admissions  per  l,0(X) 

1 19 

227 

168 

0.20 

Percent  Occupancy  (Local  Hospital) 

49 

93 

69 

0.13 

Average  Length  of  Stay  (Local  Hospital) 

4.3 

8.7 

6.8 

0.16 

Bed  Turnover  Rate  (Local  Hospital) 

28 

60 

38 

0.2) 

1969  Vermont  Data  Hospital  Expenditures  per  capita  ($) 

58 

120 

82 

0.19 

Admissions  per  1 ,000 

115 

196 

143 

0.17 

Percent  Occupancy  (Local  Hospital) 

63 

100 

81 

0.13 

Average  Length  of  Stay  (Local  Hospital) 

5.6 

9.5 

7.5 

0.16 

Bed  Turnover  Rate  (Local  Hospital) 

31 

47 

40 

0.13 

Average  Cost  per  Day  (Local  Hospital)  ($) 

32 

41 

36 

0.14 

Bed  Use  (Total  Patient  days  per  1,000) 

897 

1578 

1221 

0.14 

*for  8 Maine  Hospital  Service  Areas  included  in  Cost  Study,  1973 
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Appendix  Table  2 


Corkela  1 ion  M atrix:  Patient  L)  \ v R \ te.  Are  a-  Wide  Aver  age  Lengt  11  oe  Stay  and  Admission 
Rate  for  Common  Medical  and  Sirgical  Hospitalizations.  13  Maine  Hospital 
Service  Areas,  1973. 

(Pearson  Correlation  Coefficients) 


Cholecyste 

■ctomy 

(2) 

(3) 

0.44 

0.90 

(2) 

0.03 

KEY 

1 Patient  Days 
per  10.0(H) 

2 - Area-wide  Average 

l ength  of  Stay 

3 - Admissions 

per  I0.(KH) 


Hysterectomy 

(2)'  (3) 

(1)  0.45  0.97 

(2)  0.22 


Appendectomy 

(2)  (3) 

(I)  0.34  0.77 

(2)  -0.31 


Repair  of 
Inguinal  Hernia 
(2)  (3) 

(I)  0.33  0.8 1 

(2)  -0.26 

Acute  Upper  Respiratory 
Tract  Condition  and 
Common  Cold 
(2)  (3) 

(I)  -0.15  0.96 

(2)  -0.31 


7 onsillectomy 

(2) 

(3) 

0.40 

0.98 

(2) 

0.28 

Acute  Sinusitis, 
Pharyngitis,  Tonsillitis 
and  Laryngitis 


(2) 

(3) 

(1) 

0.74 

0.94 

(2) 

0.49 

Unqualified  Pneumonia  Chronic  Bronchitis 


Acute  Bronchitis 

or  Bronchitis 

or  Emphy 

sema 

(2) 

(3) 

(2)  (3) 

(2) 

(3) 

0.1 1 

0.99 

(1)  0.13  0.97 

(1)  0.65 

0.95 

(2) 

0.02 

(2)  <-0.01 

(2) 

0.43 

Appendix  Table  3 


Correlation  Matrix:  Estimated  Expenditcres  Per  Capita,  Area-Wide  Average 
Charge  Pe  r Case  and  Admission  Rate  for  Five:  Common  Si  rgicai.  Procedi  res. 
8 Maine  Hospital  Service  Areas,  1973. 

(Pearson  Correlation  Coefficients) 


KEY 

1 = Charges  Per  Capita 

(Estimated  Expenditures) 

2 = Area-wide  Average 

Charge  per  Case 

3 - Admissions  per  10.000 


Repair  of 


C holecystectomy 

Hysterectomy 

Inguinal  Hernia 

(2) 

(3) 

(2) 

(3) 

(2) 

(3) 

0.64 

0.87  (1) 

0.59 

0.98 

(1)  0.26 

0.67 

(2) 

0.23 

(2) 

0.44 

(2) 

-0.51 

T onsillectomy 

Appendectomy 

(2)  (3) 

(2)  (3) 

(1) 

0.23  0.98 

(1) 

-0.36  0.93 

(2) 

0.14 

(2) 

-0.66 

Service  Areas  in  the  years  1969  through  1973.  Resi- 
dents living  in  these  three  areas  have  similar  in- 
surance coverage,  illness  rates,  physician  avail- 
ability and  behavior  in  seeking  physician  care.3 
Among  the  three  areas,  the  volume  of  hospitalized 
services  received  varies  considerably;  there  is  a 
two-fold  difference  in  per  capita  expenditures  for 
hospitals  and  rate  of  surgery;  bed  availability  varies 
from  3.4  to  5.9. 

Price  setting.  During  Phase  II  of  the  Economic 
Stabilization  Act.  the  hospitals  located  in  Area  II 
and  Area  1 1 1 requested  exceptions  to  the  imposed  5 
percent  limit  on  annual  increases  in  price  of  a day  in 
hospital.  The  hospital  located  in  Area  III  retired 


its  application  prior  to  public  hearing;  Area  III 
ranked  1 2th  among  the  1 3 areas  in  annual  per  capita 
expenditures  for  hospital.  Area  II's  hospital  re- 
ceived authorization  for  an  increase  in  price  in 
excess  of  5%:  the  area  ranked  second  in  1969  in  per 
capita  expenditures.4 

Insurance  regulation.  The  per  capita  reimburse- 
ments under  Medicare  Part  B in  the  three  areas  are 
shown  in  Table  3.  Reimbursements  per  enrolled 
individual  in  Medicare  Program  for  1972  ranged 
from  an  estimated  low  of  92  to  a high  of  162  dollars 
per  enrollee  among  the  three  areas.4  Table  3 also 
estimates  the  flow  of  dollars  in  or  out  of  these  areas 
which  are  a consequence  of  Federal  policies  in 
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Appendix  Table  4 


Correlation  Matrix:  Parameters  of  Hospital  Utilization,  28  Maine  Hospital  Service  Areas,  1971. 

(Pearson  Correlation  Coefficients) 


(1) 

(2) 

(3) 

(4) 

(5) 

Hospital  Expenditures  Per  Capita  ($) 

0) 

.59 

.13 

.22 

-.11 

Admissions  per  1,000 

(2) 

-.04 

-.21 

.17 

Percent  Occupancy  (local  hospital) 

(3) 

.16 

.42 

Average  Length  of  Stay  (local  hospital) 

(4) 

-.76 

Bed  Turnover  Rate  (local  hospital) 

(5) 

Appendix  Table  5 


Correlation  Matrix:  Parameters  of  Hospital  Utilization,  13  Vermont  Hospital  Service  Areas,  1969. 

(Pearson  Correlation  Coefficients) 

(1) 

(2) 

(3) 

(4) 

(5) 

(6) 

(7) 

Hospital  Expenditures  per  capita  ($) 

.21 

-.07 

.46 

-.58 

.68 

.47 

Admissions  per  1,000 

-.17 

-.37 

.32 

.43 

.73 

Percent  Occupancy  (local  hospital) 

.57 

.28 

.00 

.24 

Average  Length  of  Stay  (local  hospital) 

-.62 

.48 

.22 

Bed  Turnover  Rate  (local  hospital) 

.59 

.02 

Average  Cost  per  Day  (local  hospital)  ($) 

-.15 

Bed  Use  (Total  Patient  Days  per  1,000) 

determining  price  of  premiums  for  the  program.  The 
funds  for  Medicare  Part  B are  from  a 50%  contri- 
bution from  the  enrollee  and  a 50%  contribution 
from  the  Federal  treasury,  based  on  the  national 
average  per  capita  rate  of  reimbursement.  How- 
ever, because  medical  resources  are  used  differ- 
ently there  are  subsidizations  (income  transfers) 
among  areas.  In  1972,  the  National  average  reim- 
bursement under  Medicare  Part  B was  about  139 
dollars  per  enrollee.  Enrollees  living  in  Area  1 en- 
joyed a subsidy  of  23  dollars  per  enrollee  while 
enrollees  in  Area  III  contributed  47  dollars  per 
capita  towards  the  subsidization  of  enrollees  living 
in  high  expenditures  areas. t 

Assessing  need  for  hospital  beds.  Two  of  the 
three  areas  share  a common  border  with  Hill- 
Burton  planning  areas  and  it  is  possible  to  relate  the 
Hill-Burton's  agency’s  assessment  of  need  for 
additional  facilities  with  concurrent  consumption 
rates.4  In  1969,  the  Hill-Burton  Agency  determined 
that  the  hospital  located  in  the  area  of  high  utiliza- 
tion (Area  II)  needed  a 44  percent  increase  in  bed 
supply.  (Compared  to  all  Vermont  areas,  Area  II 
ranged  second  in  incidence  of  hospitalization  and 
first  in  use  of  surgery  in  1969).  In  contrast,  the  area 
ranking  lowest  among  the  thirteen  areas  in  use  of 
surgery,  incidence  of  hospitalization  and  bed  use 
was  assigned  a low  (2%)  need  for  additional  re- 
sources. Hill-Burton  determinations  were  based  on 
percentage  of  occupancy  indicators. 

Surgical  facilities.  The  Vermont  State  Compre- 
hensive Health  Planning  Agency  was  asked  to  re- 
view an  application  for  building  additional  surgical 


tThis  estimate  assumes  an  average  contribution  to  the  Federal 
Treasury  in  each  area. 


Table  1 

Percent  of  Variance  in  Per  Capita  Bed  Use  and  Expenditcres 
Associated  with  Variance  in  Incidence  of  Hospitalization  and 
of  Indicators  of  Institutional  Performance  for  All  Causes 
of  Admission.  13  Vermont  (1969)  and  28  Maine  (1971),  Hospital 
Service  Areas. 

Per  capita  expenditures  Bed  Use 


Maine 

Vermont 

Vermont 

Average  length  of  stay 
in  local  hospital(s) 

4 

21 

5 

Average  cost  per  day  of 
care  in  local  hospital(s) 

NA 

38 

5 

Percent  of  occupancy  in 
local  hospital(s) 

1 

<1 

5 

Bed  turnover  rate  in 
local  hospital(s) 

1 

33 

<1 

Per  capita  incidence  rate 
in  area  for  all  hospitalization 

34 

5 

21 

facilities  at  one  of  two  hospitals  located  in  Area  I. 
Although  the  area  ranked  third  from  highest  among 
the  13  areas  in  overall  surgery  rates  and  highest  in 
per  capita  expenditures,  institutional  needs  and 
indicators  were  the  criteria  for  the  decision  which 
resulted  in  the  construction  of  the  proposed  surgical 
facilities.5 

Coronary  care  beds.  Table  4 shows  the  status  of 
investment  in  coronary  care  units  (CCUs)  in  ten 
Vermont  HSAs  in  1971.  The  areas  are  ranked  on 
per  capita  expenditures.  During  1971,  clinical 
management  of  coronary  care  was  regionalized 
through  a management  committee  established 
under  Regional  Medical  Program  auspices.  The 
committee  was  responsible  for  establishing  and 
publishing  guidelines  for  the  treatment  of  patients  in 
the  CCU  of  each  of  the  region's  hospitals.  It  was  al- 
so responsible  for  making  recommendations  on  the 
necessity  of  further  capital  investment  in  coronary 
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Table  2 


Profile  of  Indicators  of  Performance  in  Five  Largest  Maine  Hospital  Service  Areas, 
Showing  Incidence  of  Hospitalization,  Per  Capita  Expenditures,  Pe  r Capita  Use  and 
Availability  oe  Beds  and  the  Status  oe  Three:  Institutional  Indicators 


INSTITUTIONAL  INDICATORS 


Incidence  of 
hospitalization 

Patient  days ° 
of  care 

A callable 
heds° 

Per  capita 
expenditures 0 

Percent  of 
occupancy  + 

Average  length 
stay0 

Bed  turnover 
rate  + 

Area  I 

145 

1.104 

4.1 

102 

73 

7.6 

33 

Area  11 

153 

1.244 

5.0 

92 

73 

8.1 

31 

Area  III 

157 

1 ,054 

4.2 

75 

65 

6.7 

34 

Area  IV 

235 

1.625 

5.7 

109 

72 

7.0 

39 

Area  V 

127 

831 

3.8 

72 

72 

6.9 

32 

For  1973  population  rate  per  1,000  population;  incidence  rate  is  age-adjusted 

* For  1971 


Table  3 


Profile  of  Population  Indicators  of  Performanc  e and  Status 
of  Planning  or  Regulatory  Decisions  in  Three  Vermont 
Hospital  Service  Areas  (1969-1972) 


Area  1 

Area  II 

Area  III 

Number  of  local  hospitals 
Incidence  of  hospitalization 

2 

1 

1 

All  cases 

145 

195 

122 

Surgical  cases 

58 

69 

36 

Hospital  per  capita  expenditures 
Reimbursement  per  enrollee. 

120 

92 

63 

Medicare  Part  B 

$162 

$141 

$92 

Bed  availability 

Planning  or  regulatory  decisions 
Hill-Burton  ascertainment 
of  need  ( 1969.  percent 

4.5 

5.9 

3.4 

increase  in  beds  "needed ") 

NA 

4 49c 

2% 

Surgical  facilities  built 
Price  commission  exception 

Yes 

NR 

NR 

to  5%  limit  on  price 
Net  flow  of  Medicare  dollars 

NR 

Yes 

No 

in  or  out  of  area 

- $23 

-$2 

-$47 

care  units  and  for  providing  population-related  data 
on  each  CCU  admission.  In  1971,  the  local  hospital 
in  Area  1 wished  to  increase  the  bed  size  of  its 
CCU.  The  performance  characteristics  listed  in 
Table  4 were  reviewed  by  the  management  com- 
mittee: based  on  its  relative  per  capita  ranking  in 
utilization,  resource  use.  bed  availability,  and  the 
committee's  knowledge  of  practice  patterns  at  the 
hospital,  the  committee  recommended  against 
expansion  of  facilities  and  proposed,  instead, 
further  educational  efforts  to  improve  screening  of 
patients  prior  to  hospitalization. 

Discussion 

Length  of  stay  and  cost  per  case  are  indicators  of 
the  intensity  of  care  delivered  to  hospitalized  pa- 
tients. Together  with  the  incidence  rate,  they  de- 
termine the  per  capita  expenditure  or  days  in  the 
hospital  allocated  to  a population: 

Expenditure  per  capita  = admissions  per  capita 
x average  cost  per  case 
Patient  days  per  capita  = admissions  per  capita 
x average  length  of  stay 


Table  4 

Per  Capita  Use  of  Coronary  Care  Unit  (CCU)  Resources  in 
Ten  Vermont  Hospital  Service  Areas  Participating  in  a 
Regional  Management  Program  for  Coronary  Artery  Disease 

(Rales  per  10,000  population.  40  years  of  age  and  older,  1969-70) 


Area*  * 

A callable 
CCU  Beds 

Coronary  Care 
Unit  Nurses 

Per  Capita 
Expenditures 

1 

5.0 

10.3 

$12.58 

2 

2.6 

5.4 

6.72 

3 

2.6 

6.4 

4.78 

4 

2.6 

6.3 

4.71 

5 

2.4 

4.2 

4.60 

6 

2.1 

4.6 

5.27 

7 

1.9 

3.4 

4.89 

8 

1.8 

3.6 

4.49 

9 

1.7 

4.1 

3.80 

10 

1.7 

4.0 

2.20 

*Area  ranked  or  CCU  bed  availability 


For  the  common  medical  conditions  and  pro- 
cedures studied  above,  the  variation  in  length  of 
stay  and  cost  per  case  (which  we  have  estimated  by 
charges  per  case)  is  less  than  the  variation  in  the 
incidence  rate,  and  differences  in  the  measures  of 
intensity  do  not  correlate  with  the  incidence  rate. 
Therefore,  the  incidence  rate  is  much  more  impor- 
tant than  intensity  factors  in  determining  expendi- 
ture and  patient  days  for  common  surgical  pro- 
cedures. We  can  conclude  that  for  the  conditions 
we  have  studied  in  this  paper  the  resource  implica- 
tions of  differences  in  management  within  hospitals 
are  less  important  than  decisions  to  manage  patients 
at  the  ambulatory  or  the  institutional  level  of  care.t 
In  our  studies  of  use  of  hospital  for  all  conditions, 
variations  in  admission  rate,  length  of  stay  or  cost 
per  day  in  hospital  each  contribute  little  to  varia- 
tions in  per  capita  expenditures  or  use  of  hospitals. 
The  aggregate  statistics  describing  hospital  ex- 
perience of  an  area  — overall  length  of  stay,  admis- 

tAt  the  aggregate  level  of  use  of  institutional  care,  there  is  little 
evidence  of  a substitution  effect  between  hospital  and  nursing 
home  placements.  In  1969,  among  the  13  Vermont  areas,  the 
correlation  coefficient  for  per  capita  expenditures  for  hos- 
pitals and  for  nursing  homes  is  -.11;  for  admissions,  it  is  .05. 
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sion  and  cost  per  case  — are  weighted  averages  of 
the  different  kinds  of  cases  admitted  to  the  hospital 
and  reveal  little  information  on  the  effect  of  hos- 
pitals on  the  populations  they  serve.  There  is  also  a 
poor  correspondence  between  institutional  indi- 
cators of  hospital  efficiency  and  overall  per  capita 
expenditures  and  bed  use.  Variations  in  bed  turn- 
over rates  (which  have  been  shown  to  be  associated 
with  cost  per  case)6  do  not  account  for  more  than 
33%  of  the  variance  in  per  capita  expenditures. 
Among  the  five  largest  Maine  Hospital  Service 
Areas,  the  value  indicating  the  most  efficient  use 
of  hospitals  was  for  hospitals  serving  the  area  with 
high  admission,  high  tonsillectomy,  high  expendi- 
ture and  high  per  capita  available  beds.  Percent  of 
occupancy,  often  viewed  as  an  indicator  of  need 
for  more  beds,  does  not  predict  patient  day  rate  or 
bed  availability  when  viewed  from  the  perspective 
of  the  population-at-risk.  It  is  clear  that  this  indi- 
cator — like  all  the  institutional  indicators  we  have 
studied  — should  be  interpreted  in  conjunction  with 
population  based  indicators. 

Our  review  of  planning  and  regulatory  decisions 
in  Vermont  has  shown  that  public  decisions  under- 
taken without  benefit  of  population-based  perfor- 
mance data  can  increase  inequalities  in  distribution 
of  resources  among  neighboring  areas  and  establish 
income  transfers  through  insurance  mechanisms. 
However,  when  used  within  the  context  of  a region- 
alized process  for  allocating  capital  for  facility  con- 
struction, experience  in  Vermont  suggests  that 
population-based  data  can  help  distinguish  between 
“need”  based  on  overutilization  and  need  as 
defined  by  a consensus  of  regional  experts.  The  key 
role  of  a regional  management  committee  com- 
prised principally  of  physicians  in  making  the  de- 
termination of  need  emphasizes  the  importance  of 
including  a properly  constituted  panel  of  physicians 
in  the  decision  process  established  under  certifica- 
tion of  need  programs. 


Conclusions  and  Recommendations 
We  have  shown  that  institutional  measures  of  the 
intensity  of  care,  efficiency  of  operations  or  need 
for  additional  facilities  do  not  predict  per  capita 
expenditures  or  the  per  capita  use  and  availability 
of  beds.  Public  decisions  undertaken  without  bene- 
fit of  population-based  indicators  have  increased 
the  inequality  in  distribution  of  resources  among 
neighboring  areas,  and  established  income  transfers 
through  insurance  mechanisms.  Effective  docu- 
mentation of  hospital  performance  requires  an  epi- 
demiologic approach  to  the  measurement  prob- 
lem. We  recommend  that  such  an  approach  be 
adopted  in  Maine  where  an  existing  data  system  can 
be  adopted  for  use  by  PSRO,  the  State  Certificate 
of  Need  program  and  by  the  new  Health  System 
Agency. 

References 

1.  Wennberg,  J.  E.,  Gittelsohn,  A.:  Health  Care  Delivery  in 
Maine  I:  Patterns  of  Use  of  Common  Surgical  Procedures. 
J.  of  the  Maine  Med.  Assoc.,  66:  5,  123-149,  May  1975. 

2.  Wennberg,  J.  E.,  Gittelsohn.  A..  Soule,  D.:  Health  Care 

Delivery  in  Maine  II:  Conditions  Explaining  Hospital  Ad- 
mission. J.  of  the  Maine  Med.  Assoc.,  66:  10,  - , Oct. 

1975. 

3.  Unpublished  report. 

4.  Wennberg,  J.  E.,  Gittelsohn.  A.:  Small  Area  Variations  in 
Health  Care  Delivery:  A population-based  health  infor- 
mation system  can  guide  planning  and  regulatory  decision- 
making. Science,  182:  1102-1108,  1973. 

5.  Vermont  Comprehensive  Health  Planning  Agency,  unpub- 
lished reports. 

6.  Feldstein,  M.  S.:  Hospital  Cost  Inflation:  A Study  of  Non- 
profit Price  Dynamics.  Am.  Eco.  R.  61:  853-872,  Dec.  1971, 
#5. 

Acknowledgements 

This  analysis  has  been  made  possible  through  the  cooperation 
and  support  of  many  individuals,  associations  and  agencies.  The 
principle  parties  who  provided  funds  are  the  Maine  State  Com- 
prehensive Health  Planning  Agency  and  Maine's  Regional  Med- 
ical Program.  Responsibility  for  data  collection  and  tabulation 
were  jointly  shared  by  Maine's  Data  Service  and  the  Cooperative 
Health  Information  Center  of  Vermont.  The  effort  has  been 
made  possible  by  the  willingness  of  the  individual  hospitals  to 
participate  in  a Statewide  data  system. 


.m 


I III  JOURNAL  OF  7 HF  MAIN 7 MEDICAL  ASSOCIATION 


Four  Years  Experience  With  Laparoscopy 
and  Its  Complications  at  the 
Maine  Medical  Center 

WlNTHROP  S.  MACLAUGHLIN,  JR.,  M.D.*  and  ROGER  RlTTMASTER** 


Introduction 

The  laparoscope  is  a diagnostic  and  operative 
tool  providing  a low-risk,  invasive  technique  for 
viewing  the  abdominal  viscera.  After  discussing  the 
history,  technique,  and  complications  of  the  pro- 
cedure, this  paper  will  review  435  laparoscopies 
performed  at  the  Maine  Medical  Center  between 
November  1971  and  June  1974. 

Laparoscopy  was  first  introduced  in  Germany  in 
1901  using  dogs  as  subjects.  By  1913,  the  technique 
had  achieved  widespread  diagnostic  use  by  phy- 
sicians throughout  Europe.  During  the  next  fifty 
years,  the  laparoscope  was  employed  sporadically 
in  the  United  States,  chiefly  by  gastroenterologists. 
Technical  difficulties  and  a lack  of  familiarity  with 
the  procedure  limited  its  acceptance.  In  1944,  the 
culdoscope  was  introduced  to  American  gyne- 
cology, and  for  years  it  was  used  for  many  of  the 
same  indications  as  the  laparoscope.  More  recent- 
ly, improved  fiberoptic  lighting  and  sophisticated 
modem  instrumentation  has  given  the  laparoscope 
more  versatility  than  the  traditional  culdoscope. 
During  the  past  five  years  papers  by  Fear,1" 
Cohen.  8 and  others1116  have  publicized  the  tech- 
nique, demonstrating  its  efficacy  in  reducing  cost 
and  morbidity,  and  paving  the  way  for  its  current 
popularity  among  gynecologists. 

Technique 

The  following  technique  describes  the  procedure 
as  used  during  gynecologic  operations.  After  appro- 
priate preoperative  evaluation  and  preparation  for 
surgery,  the  patient  is  anesthetized  with  a non- 
explosive agent,  employing  both  endotracheal  in- 
tubation and  skeletal  muscle  relaxants.  The  patient 
is  then  moved  into  the  dorsal  lithotomy  position, 
and  both  the  abdomen  and  perineum  are  prepped 
and  draped.  The  bladder  is  then  catheterized.  and  a 
pelvic  exam  is  performed.  A dilatation  and  curet- 
tage of  the  uterus  is  done  when  indicated.  A 
vacuum-attached  cannula  or  an  analagous  device 
is  then  inserted  into  the  uterus  to  allow  for  easy 
manipulation  of  the  uterus  during  laparoscopy. 
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Maine  04102. 

’’Student.  Tufts  University  School  of  Medicine,  136  Harrison 
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The  patient  is  then  placed  in  a thirty  degree 
Trendelenberg  position  and  a pneumoperitoneum  is 
created  by  first  making  a three  millimeter  transverse 
incision  inferior  to  the  lower  border  of  the  umbil- 
icus. A Verres  needle,  connected  to  a CO2  supply, 
is  inserted  through  the  incision  into  the  abdominal 
cavity.  The  CO2  is  then  introduced  at  a pressure 
which  should  not  exceed  20  mmHg.  A total  of  2.5 
to  5 liters  of  CO2  (usually  3 liters  suffices)  is  insuf- 
flated, depending  on  the  size  of  the  patient. 

The  Verres  needle  is  removed,  the  incision 
widened  slightly,  and  the  laparoscope  trocar  passed 
through  the  skin  and  subcutaneous  fascia.  In  a Z- 
tract13  fashion,  the  trocar  is  moved  along  the  sur- 
face of  the  peritoneum  and  then  into  the  abdominal 
cavity  at  a 45-60  degree  angle  to  the  skin.  The  tip  of 
the  laparoscope  is  then  pre-warmed  in  saline  to  the 
skin.  The  tip  of  the  laparoscope  is  then  pre-warmed 
in  saline  to  prevent  fogging.  (If  fogging  occurs  in- 
side abdomen,  the  tip  can  be  wiped  against  the 
uterine  fundus  to  clear  it13).  Next  the  tip  of  the  tro- 
car is  removed  and  the  laparoscope  inserted 
through  the  trocar  sleeve.  The  fiberoptic  cable  from 
the  light  source  is  attached  to  the  scope  and  the  gas 
tubing  is  connected  to  the  inlet  valve. 

For  operative  procedures  and  for  manipulation 
of  the  abdominal  organs,  a second  incision  must  be 
made  for  passage  of  the  operative  instrument. 
Using  the  laparoscope  to  transilluminate  the  ab- 
dominal wall,  potential  bleeding  vessels  are  identi- 
fied. The  incision  may  be  made  hypochondrally,  in 
either  lower  quadrant,  or  suprapubically.  The  last 
position  is  the  most  frequently  used  for  tubal  liga- 
tions and  presents  the  least  chance  of  penetrating  a 
vessel  in  the  abdominal  wall. 

Laparoscopic  tubal  cauterization  has  many  varia- 
tions, but  most  procedures  follow  the  technique 
described  by  Steptoe.17  After  insertion  of  the  lapa- 
roscope, a second  incision  is  made  in  the  midline 
about  halfway  between  the  symphysis  pubis  and 
the  umbilicus.  The  trocar  and  6 millimeter  cannula 
of  the  Palmer  biopsy  drill  forceps  is  placed  through 
the  incision  into  the  abdomen.  Next  the  biopsy 
forceps  replaces  the  trocar.  The  isthmus  of  one  tube 
is  grasped  with  the  forceps  about  one  centimeter 
from  the  cornu,  and  the  forceps  closed.  After 
elevation  of  the  tube,  the  coagulation  current  is 
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passed  until  the  tube  and  mesosalpinx  blanch  on 
either  side  of  the  forceps.  The  forceps  are  then 
moved  about  % centimeter  laterally  along  the  tube 
and  the  procedure  repeated.  Inspection  of  the  tube 
at  this  point  should  reveal  about  a two  centimeter 
length  of  coagulation.  The  tube  is  cut  with  the  for- 
ceps drill  at  the  center  of  the  coagulated  area.  After 
coagulating  and  severing  both  tubes,  the  forceps  are 
removed  and  the  incision  closed. 

Upon  termination  of  laparoscopy,  the  laparo- 
scope is  removed,  leaving  the  sheath  in  place.  The 
abdominal  gas  is  then  allowed  to  escape  with  gentle 
pressure  being  placed  on  the  abdominal  wall.  The 
sheath  is  removed,  the  abdomen  checked  for  her- 
niations, and  the  skin  incision  closed  with  clips  or 
sutures.  Anesthesia  is  then  terminated. 

Complications  of  Laparoscopy  Reported 
in  the  Literature 

Complications  of  laparoscopy  include  those  due 
to  anesthesia,  creation  of  the  pneumoperitoneum, 
introduction  of  the  trocar  and  sleeve,  introduction 
and  use  of  the  laparoscope,  and  ancillary  tech- 
niques employed  with  laparoscopy.  The  complica- 
tions due  to  anesthesia  are  those  complications 
associated  with  general  or  spinal  anesthesia.  In 
general,  patients  undergoing  laparoscopy  have  no 
debilitating  medical  diseases  and  tolerate  the  anes- 
thesia better  than  elderly  patients  with  serious  ill- 
nesses. 

The  most  frequent  complications  of  laparoscopy 
occur  while  creating  the  pneumoperitoneum;  for- 
tunately, most  of  them  are  minor  and  of  no  conse- 
quence. If  the  Verres  needle  tip  is  not  in  the  ab- 
dominal cavity,  the  carbon  dioxide  will  be  injected 
elsewhere.  Subcutaneous,  omental,  and  retro- 
peritoneal emphysema  are  the  most  common 
sequelae  due  to  a misplaced  needle.  Cases  of  pneu- 
mothorax and  mediastinal  emphysema  have  also 
been  reported.8  These  complications  are  thought  to 
arise  from  diaphragmatic  defects  such  as  develop- 
mental anomalies,  pathological  conditions  (e.g., 
tuberculosis  of  the  diaphragm),  or  lacerations  in  the 
diaphragm  resulting  from  a combination  of  in- 
creased intra-abdominal  pressure  and  diaphrag- 
matic adhesions. 

Puncture  of  a vessel  while  inserting  the  Verres 
needle  may  lead  to  hemorrhage  or  hematoma  for- 
mation. Rectus  muscle  hematomas  are  the  most 
common  complication  in  this  group.  Severe  hemor- 
rhage may  necessitate  laparotomy,  to  control 
bleeding  that  cannot  be  controlled  with  cautery. 

Pulmonary  air  embolism  has  also  been  reported8 
and  thought  to  occur  as  a result  of  air  being  injected 
directly  into  a vein.  Cardiovascular  collapse  has 
also  been  reported  secondary  to  the  development 
of  the  pneumoperitoneum.  Morison  and  Riggs12 
report  two  cases  where  the  heart  beat  ceased  after 


approximately  two  liters  of  gas  had  been  intro- 
duced. These  authors  hypothesize  that  CO2  embo- 
lism was  the  cause  for  the  complications,  although 
they  do  not  rule  out  the  possibility  of  vagal  stimu- 
lation as  a contributing  factor.  Blood  gas  studies 
have  been  performed  to  investigate  the  conse- 
quences of  the  rapid  absorption  of  carbon  dioxide. 
Siegler16  has  found  an  insignificant  rise  in  pCC>2  in 
ten  of  eleven  patients  undergoing  laparoscopy  who 
were  intubated  with  a cuffed  endotracheal  tube. 
The  eleventh  patient  developed  multifocal  ven- 
tricular extrasystoles  with  a pCC>2  rising  from  32.5 
to  5 1 .0  mmHg  and  a corresponding  drop  in  pH  from 
7.38  to  7.24.  Baratz  and  Karis,2  in  a study  of  twenty 
patients,  concluded  that  “patients  undergoing  lapa- 
roscopy should  breath  a gas  mixture  containing  at 
least  fifty  percent  oxygen,  while  ventilation  is  con- 
trolled with  an  endotracheal  airway.”  With  spon- 
taneous respiration  or  intubation  with  lower  oxygen 
tension,  pH  and  pC>2  fell  significantly. 

Bowel  perforation  can  occur  as  a complication  of 
introduction  of  the  Verres  needle.  This  problem  is 
more  likely  to  happen  when  adhesions  are  present, 
and  for  this  reason  suspected  widespread  adhesions 
from  repeated  abdominal  surgery  or  from  periton- 
itis are  a contraindication  to  laparoscopy.  Because 
of  the  small  size  of  the  Verres  needle  and  the  easy 
evacuation  of  bowel  gas,  bowel  perforation  with  the 
Verres  needle  may  be  of  no  great  consequence.1'1 

Introduction  of  the  trocar  itself  should  carry  few 
risks  provided  that  a satisfactory  pneumoperi- 
toneum has  been  developed.  Bowel  perforation 
and  hemorrhage  are  the  most  serious  complica- 
tions, and  when  they  occur,  they  often  require  cor- 
rective laparotomy  due  to  the  size  of  the  trocar. 
Similar  complications  can  occur  with  the  lapa- 
roscope itself,  if  this  instrument  is  not  handled  care- 
fully. Caution  should  be  practiced  when  investigat- 
ing cystic  masses  to  avoid  the  rupture  of  the  viscus. 
Laparoscopy  should  be  avoided  in  the  presence  of 
a large  fluid-filled  mass  in  the  abdomen.  Incisional 
hernias  and  small  bowel  incarceration  have  also 
been  reported  as  a consequence  of  laparoscopy. 1,1 14 
Inserting  the  trocar  through  a ”Z-tract”  should 
minimize  the  frequency  of  this  problem;  neverthe- 
less, careful  inspection  of  the  laparoscopy  site 
should  follow  each  procedure.  When  small  bowel 
incarceration  does  occur,  symptoms  may  not  be 
manifested  until  several  days  after  the  operation. 
Infection  may  complicate  any  surgical  procedure, 
and  peritonitis  may  result  from  any  bowel  perfora- 
tion. 

Laparoscopic  tubal  cauterization  carries  all  the 
above  risks  in  addition  to  other  complications  re- 
sulting from  the  use  of  cautery.  Hemorrhage  is 
more  likely  and  may  be  sufficiently  severe  to  re- 
quire laparotomy.  Suppurative  salpingitis  has  been 
reported  as  a rare  complication.1  In  three  cases 
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occurring  in  more  than  1800  laparoscopic  tubal 
cauterizations  reported  by  Badra  et  al,1  there  was  a 
delay  of  at  least  four  days  between  surgery  and  the 
onset  of  symptoms.  In  each  case  an  1UD  was  pres- 
ent prior  to  surgery  and  a uterine  curettage  was  per- 
formed. Badra  suggests  that  the  combined  insult  of 
the  1UD.  curettage  and  tubal  cautery  may  predis- 
pose to  suppurative  salpingitis.  Removal  of  the 
IUD  several  weeks  prior  to  surgery  may  prevent 
this  complication. 

Finally,  Thompson  and  Wheeless18  report  the 
occurrence  of  ten  bowel  bums  in  a series  of  3600 
tubal  cauterizations.  Five  of  these  were  immediate- 
ly recognized,  while  five  others  were  not  diagnosed 
until  after  symptoms  developed.  In  the  five  unrec- 
ognized cases,  all  were  readmitted  three  to  seven 
days  postoperatively,  all  presented  with  symptoms 
and  signs  of  pelvic  peritonitis  associated  with  ileus 
and  distention,  all  required  laparotomy  and  bowel 
resection,  and  all  burns  were  located  in  the  terminal 
ileum  within  two  feet  of  the  cecum.  These  authors 
suggest  that  “patients  presenting  with  symptoms 
and  signs  of  pelvic  inflammatory  disease  associated 
with  ileus  and  distention  following  laparoscope 
sterilization  should  undergo  exploratory  laparot- 
omy, if  they  do  not  respond  within  twelve  to  eight- 
een hours  of  medical  therapy.” 

Review  of  Laparoscopies  at  the  Maine 
Medical  Center 

Method  of  Study 

Four  hundred  and  thirty-five  laparoscopies  at  the 
Maine  Medical  Center  were  reviewed  in  a retro- 
spective manner,  beginning  with  the  introduction 
of  the  procedure  in  1971.  All  charts  were  reviewed 
by  the  authors. 

Indications  for  Laparoscopy 

Of  the  435  laparoscopies  reviewed  in  this  series, 
301  were  performed  for  tubal  cauterization,  132 
represented  diagnostic  procedures,  and  2 were  per- 
formed to  remove  IUD's.  The  most  frequent 
reasons  for  diagnostic  laparoscopy  were  abnormal 
uterine  bleeding,  pelvic  pain,  and  infertility.  Other 
common  indications  included  the  evaluation  of 
pelvic  masses  and  questionable  pelvic  infections. 

Most  of  the  patients  were  between  the  ages  of  20 
and  40  with  the  ages  ranging  between  17  to  49. 
Nearly  all  the  patients  were  in  good  health  and  rep- 
resented excellent  surgical  candidates. 

Results 

The  435  laparoscopies  were  performed  by  13  at- 
tending gynecologists  and  6 general  surgical  resi- 
dents. The  attending  gynecologists  performed  362 
laparoscopies  and  had  29  complications  while  the 
residents  performed  73  laparoscopies  and  had  6 


Table  1 


Laparoscopies  Performed  Nov. 

1971-June  1974 

Category  of  Laparoscopy 

Number 

A) 

Sterilization 

301 

B) 

Diagnostic 

132 

C) 

Fr  IUD  removal 

2 

Complications 

35 

Table  2 

Laparoscopic  Complications  at  Maine 
Medical  Center 


Type  Number 

Pain  in  shoulder  or  costal  margin  1 1 

Subcutaneous  Emphysema  2 

Uterine  perforations  2 

Endometriosis  at  site  of  tubal  cauterization  2 

Tender  abdomen  (etiology  not  specified  in  chart)  I 

Small  rectus  hematoma  I 

Bleeding  from  (R)  LQ  stab  wound  treated 
by  suture  or  observation  3 

Bleeding  from  (R)  LQ  stab  wound  requiring 
laparotomy  3 


Bleeding  into  mesentery  or  transverse  colon  (minor) 
Bleeding  from  (L)  fallopian  tube  during 
coagulation  (requiring  laparotomy) 

Bleeding  from  adnexal  biopsy  site  — 
stopped  by  cautery 
Broad  ligament  hematoma 
1st  and  2nd  degree  skin  bum  (malfunction  of 
Bovie  plate) 

Bum  of  ileum  requiring  laparotomy 
Postoperative  convulsions  (patient  Dilantin*) 

Deep  thrombophlebitis  requiring  anticoagulation 
UTI 

Urinary  retention  (patient  on  Tofranil*) 


complications.  This  represents  complications  rate 
of  8.01%  and  8.21%  respectively. 

Table  1 shows  the  number  of  laparoscopies  per- 
formed and  complications  which  occurred  after 
1971.  The  overall  complication  rate  was  8.04  per- 
cent: however,  of  these  35  cases  with  complications 
only  a minority  resulted  in  significant  discomfort  or 
increased  risk  to  the  patient.  Table  2 outlines  the 
various  complications.  Bleeding  was  one  of  the 
most  serious  problems,  necessitating  laparotomy  to 
stop  the  bleeding  in  four  of  the  eleven  cases.  Six  in- 
stances of  bleeding  occurred  when  a stab  wound  was 
made  in  a position  other  than  midline  (usually  hypo- 
chondrially).  Currently,  except  in  unusual  circum- 
stances, both  the  initial  laparoscopic  insertion  site 
and  any  secondary  stab  wounds  are  made  in  the 
midline.  The  only  other  major  bleeding  complica- 
tion occurred  during  a sterilization  procedure  with 
bleeding  from  the  left  uterine  tube  and  from  adnexal 
biopsy-site  which  was  treated  by  cautery. 

In  two  of  the  cases  an  ectopic  insertion  site  was 
documented  or  subcutaneous  emphysema  occurred 
postoperatively.  Unexplained  postoperative  ab- 
dominal, chest,  or  shoulder  pain  complicated 
eleven  procedures.  In  all  cases  the  pain  remitted 
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spontaneously  within  two  days,  and  in  five  cases 
free  air  was  demonstrated  under  the  diaphragms. 
In  three  cases  in  which  spinal  anesthesia  was  used, 
two  developed  intraoperative  shoulder  pain  and 
one  patient  had  persistent  hiccoughs.  General  anes- 
thesia is  now  employed  routinely.  The  single  skin 
burn  occurred  when  the  Bovie  ground  plate  had  be- 
come dislodged  from  the  patient's  thigh;  resulting 
in  a 1x2  cm  area  of  first  and  second  degree  burns. 
Since  then  a pregelled,  disposable  electrosurgical 
ground  pad;  (American  Hospital  Supply)  has  been 
employed.  There  were  two  instances  of  endome- 
triosis occurring  postoperatively.  The  endometrio- 
sis occurred  at  the  cauterization  sites  on  the  uterine 
tubes  within  the  first  year  postoperatively.  No 
endometriosis  was  seen  during  the  sterilization 
procedures.  We  have  not  seen  this  complication 
previously  reported  in  the  literature.  It  may  have 
resulted  from  sloughing  of  the  cauterized  proximal 
ends  of  the  fallopian  tubes  with  retrograde  menstru- 
ation. Significantly,  there  were  no  deaths  in  our 
series.  It  is  interesting  to  note  that  94  patients  had 
a lower  abdominal  scar  prior  to  the  laparoscopy 
(21.77%).  Neither  the  scars  nor  adhesions  created 
technique  difficulties  during  laparoscopy. 

Discussion 

Laparoscopy  at  the  Maine  Medical  Center  hds 
proven  to  be  a useful  technique  for  investigating 
pelvic  disorders  and  performing  female  steriliza- 
tions. In  nearly  all  cases  with  pelvic  abnormalities 
either  a definite  disorder  was  found  or  a remedi- 
able organic  cause  for  the  patient’s  discomfort  was 
eliminated  without  necessitating  laparotomy. 

As  more  experience  has  accrued  with  laparo- 
scopic techniques,  fewer  complications  have  re- 
sulted. In  the  first  six  months  of  1974,  only  one 
episode  of  significant  bleeding  occurred  and  this 
was  controlled  with  cautery.  The  decreasing  com- 
plication rate  has  been  restricted  to  cases  involving 
tubal  cauterization.  Diagnostic  procedures  now 
have  relatively  more  complications  than  lapa- 
roscopic sterilization,  possibly  because  of  the 
greater  variability  in  operative  technique  and  un- 
expected findings  in  these  patients.  The  low  rate  of 
problems  involving  cases  performed  by  house  offi- 
cers attests  to  the  safety  with  which  laparoscopic 
technique  can  be  taught. 

As  surgeons  become  increasingly  aware  of  the 
possibilities  of  laparoscopy,  perhaps  more  attention 
will  be  focused  towards  the  remainder  of  the  ab- 


dominal cavity.  In  one  of  the  earlier  papers  on  lapa- 
roscopy, Ruddock13  discusses  its  uses  in  terms  of 
the  entire  abdomen.  He  specifically  mentions  as  in- 
dications for  laparoscopy:  differential  diagnosis,  in- 
vestigations of  tumors,  obtaining  biopsy  specimens 
under  direct  vision  without  laparotomy,  drainage 
of  abscesses  or  cysts,  and  determination  of  oper- 
ability of  a lesion. 

In  conclusion,  this  study  shows  laparoscopy  to 
be  a reasonably  safe  procedure  when  used  with 
general  anesthesia  and  with  the  precautions  enu- 
merated earlier  in  this  paper.  The  technique  is  read- 
ily taught  to  the  experienced  surgeon  and  is  adapt- 
able to  the  operating  rooms  of  most  community 
hospitals. 
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Activated  Charcoal:  A Forgotten  Antidote 

Frank  FI.  Lawrence,  M.D.*  and  Wallace  R.  McGrew** 


Activated  charcoal,  an  agent  known  since  the 
time  of  Hippocrates,  is  one  of  the  most  effective  yet 
neglected  antidotes  available  for  the  treatment  of 
ingested  poisons.  A suspension  of  tasteless,  odor- 
less activated  charcoal  can  be  used  for  gastric  lav- 
age, as  a follow-up  to  induced  emesis,  or  simply 
swallowed  by  the  patient  in  the  emergency  situation 
adsorbing  and  thus  inactivating  many  ingested  sys- 
temic poisons.  It  is  currently  recommended  as  one 
of  the  best,  least  expensive  and  most  practical  anti- 
dotes available. 12,45 

Activated  charcoal  is  a product  of  the  destructive 
distillation  of  organic  substances  prepared  in  such  a 
manner  that  the  charcoal  powder  has  a large  adsor- 
bent surface  area.  This  large  area  allows  polar 
molecules,  including  anions,  cations  and  non- 
electrolytes, to  be  bound  to  the  charcoal's  surface 
via  Van  der  Waals  forces.  It  has  been  calculated 
that  a 1 ml  suspension  of  charcoal  has  an  adsorbent 
surface  area  of  approximately  1.000  square 
meters.13  The  charcoal  is  capable  of  adsorbing  a 
wide  variety  of  chemicals  within  the  gastrointestinal 
tract,  thus  preventing  their  enteric  absorption.  In 
addition  to  poisons,  substances  such  as  vitamins, 
amino  acids  and  sugars  may  be  adsorbed,  however, 
adsorption  of  these  substances  produces  no  ill  effect 
when  the  charcoal  is  administered  acutely.1  Acti- 
vated charcoal  has  been  recommended  as  an  adsor- 
bent for  most  systemic  poisons  and  effective//?  vivo 
binding  has  been  established  for  a number  of  com- 
monly ingested  chemicals. 12 10  The  binding  of  the 
charcoal-poison  complex  is  not  appreciably  af- 
fected by  pH  changes  and  is  thus  stable  throughout 
the  gastrointestinal  tract  provided  that  the  dose  of 
charcoal  is  large  in  relation  to  the  dose  of  poison.  L2~s 
Activated  charcoal  appears  to  hold  chemicals  with  a 
greater  tenacity  than  other  available  adsorbents  and 
previous  concerns  about  elution  of  chemicals  from 
charcoal  appears  unfounded.5 

General  Use 

An  activated  charcoal  slurry  administered  orally 
following  poisoning  provides  a convenient  emer- 
gency measure  for  home,  office  or  emergency  room 
use. 

Two  initial  approaches  to  the  emergency  treat- 
ment of  the  acute  poisoning  episode  are  generally 
accepted:  induced  emesis  or  gastric  lavage.  Induced 
emesis  is  currently  the  most  acceptable  method  for 
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safely  emptying  the  stomach  and  is  the  immediate 
treatment  of  choice  for  most  cases  involving  an 
ingested  poison.3  Though  it  is  recognized  that  only 
40 % of  an  ingested  poison  is  recovered  by  either 
emesis  or  lavage,  induced  emesis  is  considered  less 
traumatic  and  more  expedient  than  gastric  lavage. 
Some  sources  indicate  that  lavage  may  be  even  less 
efficient  than  emesis  in  removing  poison  due  to 
stomach  recesses  sequestering  contents  and 
thereby  making  the  poison  inaccessible  to  the  lav- 
age tube.'9  However,  in  the  unconscious  or  very 
lethargic  patient  use  of  gastric  lavage  with  a cuffed 
endotracheal  tube  in  place  is  necessary  in  order  to 
minimize  the  possibility  of  vomitus  aspiration.3  9 12 
It  is  left  to  one's  clinical  judgment  and  the  demands 
of  the  individual  patient  to  determine  whether 
emesis  or  lavage  will  be  most  effective  in  evacuating 
the  stomach. 

Follow  ing  either  induced  emesis  or  gastric  lavage 
(if  the  lavage  substance  was  not  charcoal),  charcoal 
is  the  next  step  in  the  effort  to  prevent  absorption. 
Oral  instillation  of  an  activated  charcoal  suspension 
following  induced  emesis  is  appropriate  in  that  acti- 
vated charcoal  acts  as  a gastrointestinal  decontam- 
inate to  follow-up  the  induced  emesis.1 2 As  an 
alternative,  the  charcoal  suspension  may  be  used  as 
the  lavage  fluid  with  a charcoal  slurry  being  left  in 
the  stomach  after  the  final  washing  is  completed.6 
Lavage  with  water  has  been  found  to  be  virtually 
ineffective  in  barbiturate  poisoning  because  of  the 
very  rapid  gastrointestinal  absorption  of  the  drug. 
Lavage  with  an  activated  charcoal  slurry,  on  the 
other  hand,  has  been  found  effective  in  removing 
large  quantities  of  the  barbiturate. 14 

Emergency  over-the-phone  prescription  of  two 
tablespoons  of  activated  charcoal  in  a glass  of  water 
for  a conscious  patient  is  generally  recommended: 
emesis  can  subsequently  be  induced,  via  apomor- 
phine  (Ipecac  is  useless  following  activated  char- 
coal ingestion),  as  soon  as  the  patient  arrives  at  the 
emergency  facility.7  Charcoal  is  a poor  adsorbent 
for  caustic  alkalis  and  mineral  acids  and  its  use 
should  be  avoided  with  such  ingestions.5  On  the 
other  hand,  its  potency  with  respect  to  adsorption  of 
many  other  chemical  poisons  should  recommend  its 
use  in  poisoning  episodes  where  the  ingested  agent 
is  unknown. 

Activated  charcoal  suspensions  do  not  lose  a 
significant  amount  of  their  adsorptive  ability  for  up 
to  one  year  following  preparation.2  Concerns  that 
the  charcoal  might  be  inactivated  by  protracted  con- 
tact with  water  and  consequent  adsorption  of  water 
molecules  appear  unfounded.4 10  Thus,  charcoal 
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slurries  can  be  prepared  and  stored  in  the  home  or 
emergency  room  well  in  advance  of  their  intended 
use,  thereby  encouraging  use  in  acute  poisoning 
situations. 

The  so-called  “universal  antidote”  (a  preparation 
containing  tannic  acid,  magnesium  oxide  and  acti- 
vated charcoal),  burnt  toast  and  charcoal  tablets  are 
not  to  be  used  as  substitutes  for  an  activated  char- 
coal slurry.  The  use  of  such  ineffective  compounds 
in  the  past  may  account  for  the  infrequent  use 
of  activated  charcoal  today. 15  711 

Specific  Use 

A few  of  the  chemical  compounds  effectively  ad- 
sorbed in  vivo  by  powdered  activated  charcoal 
include: 47 


Acetaminophen 

Mefenamic  Acid 

Aconitine 

Mercuric  chloride 

Aspirin 

Methyl  salicylate 

Atropine 

Neguvon 

Barbital 

Nicotine 

Chlordane 

Pentobarbital 

Chloroquine 

Phenobarbital 

Chlorpheniramine 

Phenylpropanolamine 

Chlorpromazine 

Propantheline 

d-Amphetamine 

Propoxyphene 

Ethchlorvynol 

Quinine 

Glutethimide 

Salicylamide 

Hexachlorophene 

Secobarbital 

Kerosene 

Sodium  salicylate 

Malathion 

Strychnine 

It  is  concluded  by  many  toxicologists  that  acti- 
vated charcoal  is  effective  to  some  degree  against  an 
even  wider  spectrum  of  ingested  agents  and  that  use 
of  activated  charcoal  in  other  than  the  above  listed 
acute  poisonings  is  often  recommended.  '-4-5-714  As 
an  example,  activated  charcoal  has  been  recom- 
mended as  an  adsorbent  for  the  endotoxin  of  paraly- 
tic shellfish  poisoning. 15  However,  it  is  to  be  em- 
phasized that  the  selection  of  activated  charcoal  as 
an  antidote  should  follow  at  least  some  considera- 
tion of  the  type  of  poisoning  being  treated  and,  as 
with  any  medication,  should  not  be  used  indis- 
criminantly. 


Dosage 

It  is  currently  recommended  that  a preparation  of 
50  gm  of  activated  charcoal  be  mixed  with  400  ml  of 
sterile  water  in  a 500  ml  polyethylene  bottle  to  pre- 
pare a charcoal  slurry.11  The  slurry  can  then  be 
administered  either  orally  or  via  nasogastric  tube  in 
1 00-200  ml  doses  (5  ml/kg  portions).  Alternately,  5-6 
tablespoons  (approximately  20-24  gm)  of  activated 
charcoal  can  be  dissolved  in  a glass  of  water  and 
swallowed  or  instilled  by  nasogastric  tube.1  y Mas- 
sive doses  of  activated  charcoal  (up  to  100  gm)  have 
been  well  tolerated  orally.5  The  dose  of  activated 
charcoal  must  be  between  five  and  ten  times  the 
estimated  dose  of  poison  in  order  to  achieve 
therapeutic  levels.5  A cathartic  such  as  sodium  sili- 
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IMPORTANT  INFORMATION:  This  is  a Sched- 
ule V substance  by  Federal  law ; diphenoxylate 
HCI  is  chemically  related  to  meperidine.  In 
case  of  overdosage  or  individual  hypersensi- 
tivity, reactions  similar  to  those  alter  meperi- 
dine or  morphine  overdosage  may  occur ; 
treatment  is  similar  to  that  tor  meperidine  or 
morphine  intoxication  (prolonged  and  careful 
monitoring).  Respiratory  depression  may  recur 
in  spite  of  an  initial  response  to  Nalline ® (nal- 
orphine HCI)  or  Narcan®  (naloxone  HCI)  or 
may  be  evidenced  as  late  as  30  hours  alter  in- 
gestion. LOMOTIL  IS  NOT  AN  INNOCUOUS 
DRUG  AND  DOSAGE  RECOMMENDATIONS 
SHOULD  BE  STRICTLY  ADHERED  TO.  ESPE- 
CIALLY IN  CHILDREN.  THIS  MEDICATION 
SHOULD  BE  KEPT  OUT  OF  REACH  OF 
CHILDREN. 


Indications:  Lomotil  is  effective  as  adjunctive  ther- 
apy in  the  management  of  diarrhea. 

Contraindications:  In  children  less  than  2 years, 
due  to  the  decreased  safety  margin  in  younger  age 
groups,  and  in  patients  who  are  jaundiced  or  hyper- 
sensitive to  diphenoxylate  HCI  or  atropine. 

Warnings:  Use  with  special  caution  in  young  chil- 
dren, because  of  variable  response,  and  with  extreme 
caution  in  patients  with  cirrhosis  and  other  ad- 
vanced hepatic  disease  or  abnormal  liver  function 
tests,  because  of  possible  hepatic  coma.  Diphenoxy- 
late HCI  may  potentiate  the  action  of  barbiturates, 
tranquilizers  and  alcohol.  In  theory,  the  concurrent 
use  with  monoamine  oxidase  inhibitors  could  pre- 
cipitate hypertensive  crisis.  In  severe  dehydration 
or  electrolyte  imbalance,  withhold  Lomotil  until  cor- 
rective therapy  has  been  initiated. 

Usage  in  pregnancy:  Weigh  the  potential  benefits 
against  possible  risks  before  using  during  preg- 
nancy, lactation  or  in  women  of  childbearing  age. 
Diphenoxylate  HCI  and  atropine  are  secreted  in  the 
breast  milk  of  nursing  mothers. 

Precautions:  Addiction  (dependency)  to  diphenoxy- 
late HCI  is  theoretically  possible  at  high  dosage.  Do 
not  exceed  recommended  dosages.  Administer  with 
caution  to  patients  receiving  addicting  drugs  or 
known  to  be  addiction  prone  or  having  a history  of 
drug  abuse.  The  subtherapeutic  amount  of  atropine 
is  added  to  discourage  deliberate  overdosage; 
strictly  observe  contraindications,  warnings  and  pre- 
cautions for  atropine;  use  with  caution  in  children 
since  signs  of  atropinism  may  occur  even  with  the 
recommended  dosage.  Use  with  care  in  patients  with 
acute  ulcerative  colitis  and  discontinue  use  if  ab- 
dominal distention  or  other  symptoms  develop. 

Adverse  reactions:  Atropine  effects  include  dryness 
of  skin  and  mucous  membranes,  flushing,  hyper- 
thermia, tachycardia  and  urinary  retention.  Other 
side  effects  with  Lomotil  include  nausea,  sedation, 
vomiting,  swelling  of  the  gums,  abdominal  discom- 
fort, respiratory  depression,  numbness  of  the  ex- 
tremities, headache,  dizziness,  depression,  malaise, 
drowsiness,  coma,  lethargy,  anorexia,  restlessness, 
euphoria,  pruritus,  angioneurotic  edema,  giant  urti- 
caria, paralytic  ileus,  and  toxic  megacolon. 

Dosage  and  administration:  Lomotil  is  contraindi- 
cated in  children  less  than  2 years  old.  Use  only 
Lomotil  liquid  for  children  2 to  12  years  old.  For  ages 
2 to  5 years,  4 ml.  (2  mg.)  t.i.d.;  5 to  8 years.  4 ml. 
(2  mg.)  q.i.d.;  8 to  12  years,  4 ml.  (2  mg.)  5 times 
daily;  adults,  two  tablets  (5  mg.)  t.i.d.  to  two  tablets 
(5  mg.)  q.i.d.  or  two  regular  teaspoonfuls  (10  ml., 
5 mg.)  q.i.d.  Maintenance  dosage  may  be  as  low  as 
one  fourth  of  the  initial  dosage.  Make  downward 
dosage  adjustment  as  soon  as  initial  symptoms  are 
controlled. 

Overdosage:  Keep  the  medication  out  of  the  reach 
of  children  since  accidental  overdosage  may  cause 
severe,  even  fatal,  respiratory  depression  Signs  of 
overdosage  include  flushing,  hyperthermia,  tachy- 
cardia. lethargy  or  coma,  hypotonic  reflexes,  nystag- 
mus. pinpoint  pupils  and  respiratory  depression 
which  may  occur  12  to  30  hours  after  overdose.  Evac- 
uate stomach  by  lavage,  establish  a patent  airway 
and,  when  necessary,  assist  respiration  mechani- 
cally. A narcotic  antagonist  may  be  used  in  severe 
respiratory  depression.  Observation  should  extend 
over  at  least  48  hours. 

Dosage  forms:  Tablets,  2.5  mg  of  diphenoxylate  HCI 
with  0.025  mg.  of  atropine  sulfate.  Liquid,  2.5  mg.  of 
diphenoxylate  HCI  and  0.025  mg.  of  atropine  sulfate 
per  5 ml.  A plastic  dropper  calibrated  in  increments 
of  Vi  ml.  (total  capacity.  2 ml.)  accompanies  each 
2-oz.  bottle  of  Lomotil  liquid. 
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Diarrhea  can  hook  anyone.  When  it  does, 
physicians  and  patients  both  want  prompt 
control  of  diarrheal  symptoms.  Lomotil  will 
usually  control  diarrhea  promptly. 

This  rapid  action  can  halt  the  emergency 
aspect  of  diarrhea  and  is  comforting  and 
reassuring  to  the  patient.  Electrolyte  and 


fluid  losses  can  be  corrected  while  the  spe- 
cific cause  of  the  diarrhea  is  being  deter- 
mined. If  an  infective  agent  is  the  cause, 
appropriate  specific  therapy  should  be 
given  along  with  Lomotil. 

Lomotil  is  contraindicated  in  children 
less  than  2 years  old. 


Lomotil 

Each  tablet  and  each  5 ml  of  liquid  contain  diphenoxylate  hydrochloride  2 5 mg  (Warning  May  be  habit  forming)  atropine  sulfate  0 025  mg 


holds  the  line. 


In  hypertension, 

ALDOMETmethyldopaimsd) 

usually  offers  more 
than  effective  lowering 
of  blood  pressure... 


With  ALDOMET 


(Methyldopa,  MSD), 
existing  renal  function 
is  usually  unchanged 

ALDOMET  has  no  direct  effect  on  renal 
function.  When  used  in  effective  doses, 
ALDOMET  usually  does  not  reduce  glo- 
merular filtration  rate,  renal  blood  flow, 
or  filtration  fraction. 


With  ALDOMET 
(Methyldopa,  MSD), 
cardiac  output  is 
generally  unchanged 

ALDOMET  has  no  direct  effect  on  cardiac 
function.  When  ALDOMET  is  used  in  effec- 
tive doses  cardiac  output  is  usually 
maintained  with  no  cardiac  acceleration; 
in  some  patients  the  heart  rate  is  slowed. 


to  further 
simplify  therapy 
for  many  patients 


With  ALDOMET 
(Methyldopa,  MSD), 
symptomatic  postural 
hypotension  is  infrequent 


ALDOMET  reduces  both  supine  and  standing  blood  pressure. 
Less  frequent  symptomatic  postural  hypotension  is  experienced 
with  ALDOMET  than  with  many  other  antihypertensive  agents. 
Exercise  hypotension  and  diurnal  blood  pressure  variations 
rarely  occur. 


now  available 


ALDOMET  500mg 

(METHYLDOPA 'MSD) 


• often  more  practical  to  prescribe 

• easier  for  patients  to  remember 

Now  offered  in  addition  to  the  standard 
250-mg  tablet,  the  new  ALDOMET  500  mg 
tablet  is  a patient  convenience.  An  especially 
important  one,  since  in  hypertension  con- 
venience of  the  dosage  schedule  is  one  factor 
that  can  make  the  difference  in  compliance 
of  the  patient.  The  minimum  daily  dose  of 
ALDOMET  is  250  mg  b.i.d.  The  usual  starting 
dose  is  250  mg  t.i.d.  Dosage  is  adjusted  as 
necessary  by  adding  or  deleting  250  mg  or 
500  mg  at  intervals  of  not  less  than  two 
days.  The  maximum  dose  is  3.0  g per  day. 
Examples  of  b.i.d.  or  t.i.d.  dosage  convenience 
provided  by  ALDOMET  500  mg  within  the 
usual  daily  dosage  range  of  500  mg  to  2.0  g-. 


l.o-g 

daily 

dose 


for  hypertension 

TABLETS,  250  mg,  500  mg,  and  125  mg 

ALDOMET 

(METHYLDOPAIMSD) 

a unique  antihypertensive  agent 

ALDOMET  is  contraindicated  in  active  hepatic  disease, 
hypersensitivity  to  the  drug,  and  if  previous  methyldopa 
therapy  has  been  associated  with  liver  disorders.  It  is 
not  recommended  in  pheochromocytoma. 

It  is  important  to  recognize  that  a positive  Coombs  test, 
hemolytic  anemia,  and  liver  disorders  may  occur  with 
methyldopa  therapy.  The  rare  occurrences  of  hemolytic  anemia 
or  liver  disorders  could  lead  to  potentially  fatal  complica- 
tions unless  properly  recognized  and  managed.  For  more 
details  see  the  brief  summary  of  prescribing  information. 

For  a brief  summary  of  prescribing  information,  please  see  following  page. 


MSD 

merck 

dohmI 


1.5-g 

daily 

dose 


2.0-g 

daily 

dose 


NOTE:  Tablets  shown  are  not  actual  size. 


in  hypertension 

ALDOMEKmethyldopaimsd) 

usually  lowers  blood 
pressure  effectively 


Contraindications:  Active  hepatic  disease,  such  as 
acute  hepatitis  and  active  cirrhosis;  if  previous 
methyldopa  therapy  has  been  associated  with  liver 
disorders  (see  Warnings);  hypersensitivity. 
Warnings;  It  is  important  to  recognize  that  a 
positive  Coombs  test,  hemolytic  anemia,  and 
liver  disorders  may  occur  with  methyldopa 
therapy.  The  rare  occurrences  of  hemolytic 
anemia  or  liver  disorders  could  lead  to  poten- 
tially fatal  complications  unless  properly  recog- 
nized and  managed.  Read  this  section  carefully 
to  understand  these  reactions. 

With  prolonged  methyldopa  therapy,  10%  to  20%  of 
patients  develop  a positive  direct  Coombs  test, 
usually  between  6 and  12  months  of  therapy  Lowest 
incidence  is  at  daily  dosage  of  1 g or  less.  This  on 
rare  occasions  may  be  associated  with  hemolytic 
anemia,  which  could  lead  to  potentially  fatal  com- 
plications. One  cannot  predict  which  patients  with  a 
positive  direct  Coombs  test  may  develop  hemolytic 
anemia.  Prior  existence  or  development  of  a positive 
direct  Coombs  test  is  not  in  itself  a contraindication 
to  use  of  methyldopa  If  a positive  Coombs  test 
develops  during  methyldopa  therapy,  determine 
whether  hemolytic  anemia  exists  and  whether  the 
positive  Coombs  test  may  be  a problem.  For  exam- 
ple, in  addition  to  a positive  direct  Coombs  test 
there  is  less  often  a positive  indirect  Coombs  test 
which  may  interfere  with  cross  matching  of  blood. 

At  the  start  of  methyldopa  therapy,  it  is  desirable  to 
do  a blood  count  (hematocrit,  hemoglobin,  or  red 
cell  count)  for  a baseline  or  to  establish  whether 
there  is  anemia  Periodic  blood  counts  should  be 
done  during  therapy  to  detect  hemolytic  anemia.  It 
may  be  useful  to  do  a direct  Coombs  test  before 
therapy  and  at  6 and  12  months  after  the  start  of 
therapy.  If  Coombs-positive  hemolytic  anemia  oc- 
curs, the  cause  may  be  methyldopa  and  the  drug 
should  be  discontinued  Usually  the  anemia  remits 
promptly.  If  not,  corticosteroids  may  be  given  and 
other  causes  of  anemia  should  be  considered.  If  the 
hemolytic  anemia  is  related  to  methyldopa,  the  drug 
should  not  be  reinstituted.  When  methyldopa  causes 
Coombs  positivity  alone  or  with  hemolytic  anemia, 
the  red  cell  is  usually  coated  with  gamma  globulin  of 
the  IgG  (gamma  G)  class  only  The  positive  Coombs 
test  may  not  revert  to  normal  until  weeks  to  months 
after  methyldopa  is  stopped 
Should  the  need  for  transfusion  arise  in  a patient 
receiving  methyldopa,  both  a direct  and  an  indirect 
Coombs  test  should  be  performed  on  his  blood  In 
the  absence  of  hemolytic  anemia,  usually  only  the 
direct  Coombs  test  will  be  positive  A positive  direct 
Coombs  test  alone  will  not  interfere  with  typing  or 


cross  matching.  If  the  indirect  Coombs  test  is  also 
positive,  problems  may  arise  in  the  major  cross 
match  and  the  assistance  of  a hematologist  or 
transfusion  expert  will  be  needed. 

Fever  has  occurred  within  first  3 weeks  of  therapy, 
sometimes  with  eosinophilia  or  abnormalities  in  liver 
function  tests,  such  as  serum  alkaline  phosphatase, 
serum  transaminases  (SGOT,  SGPT),  bilirubin,  ceph- 
alin  cholesterol  flocculation,  prothrombin  time,  and 
bromsulphalein  retention  Jaundice,  with  or  without 
fever,  may  occur,  with  onset  usually  in  the  first  2 to 
3 months  of  therapy  In  some  patients  the  findings 
are  consistent  with  those  of  cholestasis.  Rarely  fatal 
hepatic  necrosis  has  been  reported.  These  hepatic 
changes  may  represent  hypersensitivity  reactions: 
periodic  determination  of  hepatic  function  should  be 
done  particularly  during  the  first  6 to  12  weeks  of 
therapy  or  whenever  an  unexplained  fever  occurs.  If 
fever  and  abnormalities  in  liver  function  tests  or 
jaundice  appear,  stop  therapy  with  methyldopa.  If 
caused  by  methyldopa,  the  temperature  and  abnor- 
malities in  liver  function  characteristically  have 
reverted  to  normal  when  the  drug  was  discontinued 
Methyldopa  should  not  be  reinstituted  in  such  pa- 
tients 

Rarely,  a reversible  reduction  of  the  white  blood  cell 
count  with  primary  effect  on  granulocytes  has  been 
seen  Reversible  thrombocytopenia  has  occurred 
rarely.  When  used  with  other  antihypertensive  drugs, 
potentiation  of  antihypertensive  effect  may  occur 
Patients  should  be  followed  carefully  to  detect  side 
reactions  or  unusual  manifestations  of  drug  idio- 
syncrasy. 

Use  in  Pregnancy:  Use  of  any  drug  in  women  who 
are  or  may  become  pregnant  requires  that  antici- 
pated benefits  be  weighed  against  possible  risks; 
possibility  of  fetal  injury  can  not  be  excluded 
Precautions:  Should  be  used  with  caution  in  pa- 
tients with  history  of  previous  liver  disease  or  dys- 
function (see  Warnings).  May  interfere  with 
measurement  of  uric  acid  by  the  phosphotungstate 
method,  creatinine  by  the  alkaline  picrate  method, 
and  SGOT  by  colorimetric  methods  Since  methyl- 
dopa causes  fluorescence  in  urine  samples  at  the 
same  wavelengths  as  catecholamines,  falsely  high 
levels  of  urinary  catecholamines  may  be  reported 
This  will  interfere  with  the  diagnosis  of  pheochro- 
mocytoma  It  is  important  to  recognize  this 
phenomenon  before  a patient  with  a possible  pheo- 
chromocytoma  is  subjected  to  surgery  Methyldopa 
is  not  recommended  for  patients  with  pheochromo- 
cytoma  Urine  exposed  to  air  after  voiding  may 
darken  because  of  breakdown  of  methyldopa  or  its 
metabolites. 


Stop  drug  if  involuntary  choreoathetotic  movements 
occur  in  patients  with  severe  bilateral  cerebrovascu- 
lar disease.  Patients  may  require  reduced  doses  of 
anesthetics;  hypotension  occurring  during  anes- 
thesia usually  can  be  controlled  with  vasopressors. 
Hypertension  has  recurred  after  dialysis  in  patients 
on  methyldopa  because  the  drug  is  removed  by  this 
procedure. 

Adverse  Reactions:  Central  nervous  system: 

Sedation,  headache,  asthenia  or  weakness,  usually 
early  and  transient;  dizziness.  Iightheadedness. 
symptoms  of  cerebrovascular  insufficiency, 
paresthesias,  parkinsonism,  Bell's  palsy,  decreased 
mental  acuity,  involuntary  choreoathetotic  move- 
ments; psychic  disturbances,  including  nightmares 
and  reversible  mild  psychoses  or  depression. 
Cardiovascular:  Bradycardia,  aggravation  of  angina 
pectoris.  Orthostatic  hypotension  (decrease  daily 
dosage)  Edema  (and  weight  gain)  usually  relieved 
by  use  of  a diuretic.  (Discontinue  methyldopa  if 
edema  progresses  or  signs  of  heart  failure  appear.) 
Gastrointestinal:  Nausea,  vomiting,  distention,  con- 
stipation, flatus,  diarrhea,  mild  dryness  of  mouth,  sore 
or  "black”  tongue,  pancreatitis,  sialadenitis. 

Hepatic:  Abnormal  liver  function  tests,  jaundice, 
liver  disorders. 

Hematologic:  Positive  Coombs  test,  hemolytic 
anemia.  Leukopenia,  granulocytopenia,  throm- 
bocytopenia. 

Allergic:  Drug-related  fever,  myocarditis 
Other  Nasal  stuffiness,  rise  in  BUN.  breast  enlarge- 
ment, gynecomastia,  lactation,  impotence,  decreased 
libido,  dermatologic  reactions  including  eczema  and 
lichenoid  eruptions,  mild  arthralgia,  myalgia 
Note:  Initial  adult  dosage  should  be  limited  to 
500  mg  daily  when  given  with  antihypertensives 
other  than  thiazides  Tolerance  may  occur,  usually 
between  second  and  third  month  of  therapy,  in- 
creased dosage  or  adding  a thiazide  frequently 
restores  effective  control.  Patients  with  impaired 
renal  function  may  respond  to  smaller  doses  Syn- 
cope in  older  patients  may  be  related  to  increased 
sensitivity  and  advanced  arteriosclerotic  vascular 
disease;  this  may  be  avoided  by  lower  doses 
How  Supplied:  ' Tablets,  containing  125  mg 
methyldopa  each,  in  bottles  of  100;  Tablets,  contain 
ing  250  mg  methyldopa  each,  in  single-unit 
packages  of  100  and  bottles  of  100  and  1000, 
Tablets,  containing  500  mg  methyldopa  each,  in 
single-unit  packages  of  100  and  bottles  of  100 
For  more  detailed  information,  consult  your  MSB 
representative  or  see  full  prescribing  informs 
tion.  Merck  Sharp  & Oohme,  Division  of  Merck  & 
Co..  Inc..  West  Point.  Pa  19486 
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fate  (10-30  gm),  orally  or  via  nasogastric  tube,  is 
recommended  as  a means  of  speeding  movement  of 
the  poison-charcoal  complex  and  any  remaining  un- 
bound poison  through  the  intestine. ' 4 g i:  Contrain- 
dications to  gastric  lavage  are  ingestion  of  a strong 
corrosive  agent  or  ingestion  of  liquid  hydrocarbon. 
If  the  patient  is  comatose  or  convulsing,  a cuffed 
endotracheal  tube  should  be  placed  prior  to 
lavage.512  No  additives  should  be  placed  in  the  acti- 
vated charcoal  suspension  as  they  will  be  adsorbed 
thus  inactivating  the  charcoal  and  the  additive.  Not 
all  activated  charcoal  preparations  on  the  market 
are  equally  effective  and  AC-Merck,  Nuchor  C and 
Norit  A are  frequently  recommended  brands  be- 
cause they  have  been  found  to  have  approximately 
35%  greater  adsorbing  capacity  than  some  other 
brands,  i.e.,  Darco  G-60.2 

Conclusion 

Activated  charcoal  is  an  excellent  choice  of  ad- 
sorbent antidote  for  most  episodes  of  poisoning  by 
ingestion.  If  available  in  the  home  or  emergency 
room  as  either  a pre-mixed  preparation  or  powder 
form,  an  activated  charcoal  suspension  can  serve  as 
a gastric  lavage  fluid  or  as  an  adjuvant  to  emesis  to 
aid  in  gastrointestinal  decontamination.  In  the  past, 
activated  charcoal  slurries  have  often  been  ne- 
glected because  of  the  time  consuming  and  messy 
task  entailed  in  emergency  preparation.  Conse- 
quently, this  inexpensive  but  markedly  effective 
antidote  for  the  immediate  treatment  of  poisoning 
has  been  relegated  to  an  obscure  place  on  the  medi- 
cation shelf.15  Hopefully,  ready-to-use  charcoal 
suspensions  will  be  prepared  by  medical  institu- 
tions or  commercial  firms  in  an  effort  to  promote 
more  widespread  use  of  this  neglected  antidote.2  7 15 
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The  Pain  Phone 


When  a telephone  prescription  for  pain  relief 
is  necessary  or  convenient,  you  can  call  in  your 
order  for  Empirin  Compound  with  Codeine  in 
45  of  the  50  states!  That  includes  No  4,  which 
provides  a full  grain  of  codeine  for  more  intense, 
acute  pain. 


’ The  exceptions 
Alaska,  Arizona,  Maine, 

, Oregon,  Rhode  Island,  and 
the  District  of  Columbia 


^EMPIRINl 

■compound 

c CODEINE  i 


No.  4 codeine  phosphate* 
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No.  3 codeine  phosphate4 
(32.4  mg)  gr  1/2 


Each  tablet  also  contains  aspirin 
gr  3Vz,  phenacetin  gr  2Vz, 
caffeine  gr  V2. 

* Warning-may  be  habit-forming 
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Angiographic  Demonstration  of  Critical 
Arteriosclerotic  Lesions  of  the 
Carotid  Bifurcation 

L.  Reed  Altemus,  M.D.* 


Clarifying  the  nature  and  hemodynamic  effect  of 
arteriosclerotic  lesions  of  the  extracranial  carotid 
arteries  is  essential  in  the  evaluation  of  transient  or 
progressing  ischemic  neurological  deficits  (TIA's). 
Arteriography  remains  the  best  method  of  estab- 
lishing the  relationship  between  extracranial  oc- 
clusive disease  and  clinical  signs  of  cerebral  isch- 
emia. In  1856,  Virchow  described  the  first  case  of 
visual  loss  secondary  to  carotid  artery  thrombosis.7 
Subsequently,  Chiari  in  1905  correlated  thrombosis 
of  the  cervical  internal  carotid  with  intracranial 
embolization.2  Since  these  historic  reports,  our 
understanding  of  the  pathophysiology  of  cerebro- 
vascular occlusive  disease  has  advanced  consider- 
ably but  many  questions  remain  unanswered.  Two 
such  issues  concern  the  need  for  comprehensive 
angiography  (four-vessel)  in  evaluating  all  patients 
with  transient  ischemic  attacks  and  whether  the 
risk  involved  with  selective  carotid  arteriography 
is  justified.  The  1968  Joint  Study  of  Extracranial 
Arterial  Occlusion  concluded  that  not  only  is  four- 
vessel  angiography  achieved  with  an  acceptable 
complication  rate**  but  is  “essential  for  the  clear 
understanding  of  the  causal  mechanisms  respon- 
sible for  the  production  of  signs  and  symptoms  in 
individual  patients.’’4  More  recently  Roberson 
et  al  demonstrated  the  advantage  of  transfemoral 
selective  carotid  catheterization  for  more  detailed 
visualization  of  stenotic  lesions  especially  those 
containing  mural  thrombi.6  It  is  the  purpose  of  the 
following  report  to  further  emphasize  the  advantage 
of  retrograde  femoral  artery  catheterization  of  the 
common  carotid  arteries  with  visualization  of  both 
the  extracranial  and  intracranial  circulation  in  pa- 
tients with  transient  neurological  disturbance. 

Appearance  of  Critical  Lesions  at  the 
Carotid  Bifurcation 

Uncomplicated!  Stenosis:  Pure  arteriosclerotic 
stenosis  of  the  extracranial  carotid  arteries  is  a 
recognized  cause  of  transient  neurological  distur- 
bance (Fig.  1).  The  degree  of  stenosis  necessary  to 


* Associate  Clinical  Professor  Radiology.  Tufts  Medical  School 
and  Neuro-radiologist,  Maine  Medical  Center. 

**Overall  grave  complication  rate  of  1.2  percent, 
t Unassociated  with  ulceration  or  thrombus. 


Fig.  I.  Common  carotid  angiogram  demonstrating  tight  (2  mm.) 
stenosis  of  the  internal  carotid  artery. 


produce  clinical  symptoms  remains  a controversial 
subject.  Some  investigators  claim  50  percent  steno- 
sis of  the  internal  carotid  significant3  while  others 
feel  80  percent  is  required.5  Determining  the  ab- 
solute cross-sectional  area  of  constriction  has  been 
proposed  and  residual  lumens  of  2-4  sq.  mm.  were 
found  to  alter  flow  or  produce  detectible  pressure 
gradients. 1 Other  factors  such  as  length  of  stenosis, 
number  of  vessels  involved,  the  anatomy  of  the 
circle  of  Willis,  and  the  status  of  the  opposite  cer- 
vical carotid  determine  the  ultimate  hemodynamic 
effect  of  unilateral  carotid  stenosis.  These  parame- 
ters are  best  evaluated  by  four-vessel  comprehen- 
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Fig.  2.  Angiographic  examples  of  the  hemodynamic  effect  of  tight 
extracranial  carotid  stenosis.  A.  Proximal  extracranial  stenosis 
causing  slow  flow  within  internal  carotid  artery.  Three  seconds  after 
injection  the  internal  carotid  including  its  supraclinoid  portion  (ar- 
row head)  remains  filled  indicating  extremely  slow  blood  flow.  B. 
Proximal- extracranial  stenosis  causing  slow  laminar  type  flow  within 
the  internal  carotid  artery. 


^‘g-  3-  Angiographic  evaluation  of  the  circle  of  Willis.  A.  Absence 
of  left  anterior  cerebral  artery  above  a tight  extracranial  right  carotid 
stenosis  indicating  absence  of  anterior  collateral  flow  potential  from 
left  hemispheric  circulation.  B.  Patent  anterior  communicating 
artery  with  cross  filling  to  opposite  hemisphere  above  a tight  left 
carotid  stenosis.  Example  A thus  a more  dangerous  hemodynamic 
situation  than  B where  cross  hemispheric  filling  is  available. 
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Fig.  4.  Angiographic  demonstration  of  internal  carotid  artery 
stenosis  with  atheromatous  ulceration  (arrow). 


sive  selective  angiography  of  both  the  extracranial 
and  intracranial  circulation  (Figs.  2 and  3). 

Stenosis  With  Ulceration:  Ulceration  of  athero- 
matous plaques  is  a source  of  embolic  material  and 
thus  a potential  cause  of  transient  ischemic  attacks. 
Tight  stenosis  poses  the  risk  of  subsequent  com- 
plete occlusion  if  a mural  thrombus  develops  or 
further  hemorrhage  into  the  ulcerating  plaque  ob- 
literates the  residual  lumen  (Fig.  4). 

Intraluminal  Mural  Thrombus:  Mural  thrombus 
existing  at  the  site  of  carotid  stenosis  (Fig.  5A)  or 
superimposed  on  severe  atheromatous  disease 
(Fig.  5B)  is  a potential  dangerous  circumstance. 
Propagation  of  the  intraluminal  thrombus  may 
eventually  result  in  total  occlusion  or  serve  as  a 
source  of  cerebral  embolization.  Ten  percent  of 
stenotic  carotid  disease  is  associated  with  mural 
thrombi  which  are  demonstrable  by  selective  com- 
mon carotid  angiography.6 

Total  Carotid  Occlusion:  Total  carotid  occlu- 
sion either  of  the  common  or  internal  carotid  occurs 
without  clinical  sequelae  in  approximately  15  per- 
cent of  instances.  An  old  or  long  standing  occlusion 
is  angiographically  recognized  by  a bullet  nose  or 
blunt  appearance  at  the  occlusion  site  (Fig.  6A) 
while  acute  occlusion,  on  the  other  hand,  appears 


9 B 

Fig.  5.  Angiographic  appearances  of  mural  thrombi.  A.  Filling 
defect  (arrow)  within  lumen  of  internal  carotid  artery  above 
common  carotid  stenosis.  B.  Intraluminal  thrombus  (arrow)  at- 
tached to  surface  of  arteriosclerotic  plaques  of  internal  carotid 
artery  (arrow). 


Fig.  6.  Angiographic  appearance  of  total  internal  carotid  occlusion.  A.  Blunt  appearance  (arrow)  indicating  old  occlusion.  B.  Tapered 
appearance  of  acute  occlusion. 


more  pointed  or  tapered  (Fig.  6B).  Transient  neuro- 
logical ischemic  attacks  may  continue  after  com- 
plete occlusion  of  the  cervical  carotid.  When  the 
ipsilateral  hemisphere  above  the  occluded  carotid  is 
clinically  implicated  as  the  site  of  persistent  cortical 
ischemia,  four-vessel  comprehensive  angiography 
is  extremely  valuable,  and  may  demonstrate  the 
possible  cause  of  persistent  symptoms.  The  cause 
may  be  hemodynamic  if  other  extracranial  stenotic 
lesions  exist  or  embolic  if  distal  portions  of  the  oc- 
cluded carotid  are  re-constituted  by  sluggish  flow 
from  collateral  sources  (Fig.  7).  Segments  kept 
patent  by  collateral  flow  above  a totally  thrombosed 
lumen  continue  to  serve  as  a locus  for  further 
thromboembolization. 

Summary 

The  types  of  extracranial  arteriosclerotic  lesions 


which  intermittently  impair  cerebral  blood  flow  are 
reviewed.  Their  hemodynamic  effect,  potential  for 
total  occlusion  and/or  embolization  is  discussed. 
The  author  believes  that  these  parameters  are  best 
assessed  by  comprehensive  selective  common 
carotid  angiography  which  visualizes  both  the 
extracranial  and  intracranial  circulation. 


References 

1.  Brice.  J.  G.,  Dowsett.  D.  J.,  and  Lowe.  R.  D.:  The  Effects  of 
Constriction  on  Carotid  Blood  Flow  and  Pressure  Gradient. 
Lancet,  1:  84-85,  1964. 

2.  Chiari,  H.:  Ueber  das  Verhalten  des  Teilungswinkels  der 
Carotis  Communis  bei  der  Endarteriitis  Chronica  Defor- 
mans. Verh.  Deutsch.  Ges  Path.  9:  326-330,  1905. 

3.  Crawford.  E.  S.,  Wukasch.  D.  W.,  and  DeBakey,  M.  E.: 
Hemodynamic  Changes  Associated  with  Carotid  Artery 
Occlusion,  n Experimental  and  Clinical  Study.  Cardovasc. 
Res.  Cent.  Bull,  1:  3-10.  1962. 

4.  Hass,  W.  K.,  Fields,  W.  S.,  North,  R.  R.,  Kircheff,  1.  L, 
Chase,  N.  E.,and  Bauer.  R.  B.:  Joint  Study  of  Extracranial 


VOLUME  6 6.  NOVEMBER  1975 


317 


f ' 

n 

W w.  , 

7 W 

181 

y 'yr  ' 

% 

X 

7B 


Jg  Lt* 

S'  > LEFT 

\ r$'  if  wmL 


Fig.  7.  Re-constitution  of  the  distal  intracranial  portion  of  a completely  occluded  extracranial  carotid  artery.  A.  The  left  extracranial 
carotid  is  occluded  but  cross  filling  from  the  right  carotid  circulation  re-constitutes  the  left  ophthalmic  artery  (arrow).  B.  Seconds  later 
the  re-constituted  left  ophthalmic  artery  fills  the  intracranial  portion  of  the  left  carotid  artery.  This  re-constituted  segment  containing 
sluggish  flow  serves  as  a possible  cause  of  cerebral  thromboembolization,  or  persistent  transient  monocular  blindness. 
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Silent  Aneurysm 

Charles  E.  Dixon,  M.D. 


Arterio-arterial  embolization,  as  an  entity,  has 
been  found  to  play  an  increasingly  important  role  in 
peripheral  ischemia.  The  symptom  complex  of 
transient  ischemia  attacks  and  the  vizualization  of 
the  tiny  cholesterol  crystals  in  the  retinal  arteries 
associated  with  ulcerated  plaques  at  the  bifurcation 
of  the  carotid  artery  are  well  known.  Miles  et  al1 
have  reported  observations  suggesting  that  small 
emboli  occur  to  the  coronary  circulation  which 
could  come  from  ulcerated  plaques  ultimately  re- 
sulting in  diffuse  myocardial  fibrosis.  Sudden  onset 
of  toe  or  foot  ischemia  with  intact  distal  pulses,  the 
“blue  toe"  syndrome,  has  been  recognized  as  due 
to  emboli  originating  in  the  aortic  or  iliac  vessels. 
Periodically,  authors  report  peripheral  emboli 
beyond  aneurysms. 

We  have  seen  four  cases  of  unsuspected  abdomi- 
nal aortic  aneurysm  as  a cause  of  peripheral  vascu- 
lar occlusive  disease.  This  report  is  designed  to 
emphasize  the  significance  of  arterial  embolization, 
especially  from  abdominal  aortic  aneurysms  and  to 
discuss  its  incidence  and  treatment. 

Case  Reports 

CASE  #1:  Case  History:  A 73-year-old  white  male  gave  a 
three-week  history  of  rather  severe  itching  in  his  left  first,  sec- 
ond. and  third  toes.  This  was  accompanied  by  a violaceous 
discoloration  of  the  toes  without  tenderness.  Examination  re- 
vealed multiple  petechiae  over  the  first,  second,  and  third  toes 
bilaterally.  Abdominal  examination  revealed  a 5 cm.  in  diameter 
abdominal  aortic  aneurysm  which  was  non-tender.  At  aneurys- 
mectomy. the  patient  was  found  to  have  fresh  thrombus,  throm- 
bus of  slightly  older  duration,  and  organized  thrombus  along  the 
walls  of  the  aneurysm  (Fig.  1).  His  feet  are  presently  asymptoma- 
tic. post  aneurysmectomy. 

CASE  #2:  Case  History:  A 74-year-old  white  male  with  a 
three-year  history  of  progressive  claudication  in  both  calves.  The 
patient  had  had  a cold  injury  to  both  feet  in  the  past  which  caused 
the  patient  to  lose  both  great  toes  and  the  left  second  toe.  One 
month  prior  to  being  seen,  he  developed  pain  in  the  right  fourth 
and  fifth  toes  with  bluish  discoloration.  Examination  confirmed 
mild  cyanosis  of  the  right  fourth  and  fifth  toes  with  2-  right 
femoral  and  popliteal  pulses.  Blood  pressure  at  the  right  ankle 
was  1 74/  and  1 28/  systolic  in  the  dorsalis  pedis  and  posterior  tibial 
arteries  respectively  although  they  could  not  be  felt.  Examina- 
tion of  the  abdomen  revealed  a 6 cm.  in  diameter,  non-tender 
abdominal  aortic  aneurysm.  At  aneurysmectomy,  the  patient 
was  found  to  have  fresh  thrombus  lining  the  wall  of  the 
aneurysm.  His  right  foot  has  become  asymptomatic. 

CASE  #3:  Case  History:  A 74-year-old  white  male  with  sud- 
den onset  of  left  calf  claudication  and  tenderness  in  his  left  calf. 
Examination  revealed  no  pulses  below  the  left  popliteal  fossa.  A 
5 cm.  in  diameter  mildly  tender  abdominal  aortic  aneurysm  was 
palpable.  At  aneurysmectomy,  the  patient  was  found  to  have 
fresh  thrombus  lining  the  walls  of  the  aneurysm.  At  a later 
operation,  organized  thrombus  was  found  at  the  trifurcation  of 
the  popliteal  artery.  The  anterior  tibial  artery  was  opened  by 


Fig.  I.  The  arrow  indicates  heaped  up  thrombus,  both  fresh  and 
somewhat  older,  lining  the  walls  of  the  abdominal  aortic 
aneurysm  in  Case  #1. 


thrombectomy  and  endarterectomy  restoring  a satisfactory  distal 
pulse. 

CASE  #4:  Case  History:  A 72-year-old  white  male  developed 
the  sudden  onset  of  claudication  of  the  left  leg  six  months  prior  to 
being  seen  and  which  had  been  stable.  Examination  revealed  no 
pulses  beyond  the  left  femoral  pulse  and  a 4-5  cm.  in  diameter 
abdominal  aortic  aneurysm  which  was  mildly  tender.  At 
aneurysmectomy,  considerable  fresh  thrombus  was  found.  It  is 
hypothesized  that  this  patient  embolized  to  the  adductor  hiatus. 
The  patient's  claudication  does  not  incapacitate  him,  nor  does  it 
change  his  life  style. 

Discussion 

A review  of  the  literature  reveals  very  little  in 
regard  to  aneurysmal  embolization.  Edwards  and 
his  associates2  discuss,  in  detail,  82  patients  with 
proven  peripheral  arterial  embolization.  Ninety- 
four  percent  arose  within  the  heart  and  three  were 
associated  with  atherosclerotic  ulcerations  of  the 
aorta.  Darling,  Austin,  and  Linton3  recorded  a 
ten-year  experience  with  260  patients  experiencing 
426  arterial  emboli.  In  four  patients  (1.5%)  the 
source  of  emboli  was  from  a mural  thrombus  within 
an  abdominal  aortic  or  iliac  aneurysm.  Crane4  re- 
ported on  three  patients  in  1967  with  peripheral 
arterial  embolization  with  atherothrombi  from 
aorto-iliac  aneurysm.  His  presentation  focused  on 
digital  ischemia  and  gangrene  in  the  presence  of  one 
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or  two  palpable  pedal  pulses.  Lord  et  al5,  at  Beth 
Israel  Hospital  in  New  York  City,  reported  a four- 
year  study  with  39of  133  patients  subjected  to  resec- 
tion of  an  aortic  aneurysm  who  were  demonstrated 
to  have  embolization  to  the  lower  extremities.  Their 
conclusion  was  that  a principle  hazard  to  a patient 
with  an  abdominal  aortic  aneurysm  is  embolization 
distally,  probably  more  commonly  than  frank  rup- 
ture. They  suggested  that  all  patients  with  arterial 
occlusive  disease  of  the  lower  extremities  have 
complete  aorto-peripheral  angiographic  studies. 

The  pathogenesis  of  arterial  embolization  seems 
to  be  an  ulceration  of  an  atherosclerotic  plaque 
within  the  thoracic  or  abdominal  aortic  or  iliac  ves- 
sels. This  ulcerated  plaque  becomes  covered  with 
platelets  or  thrombi  and  emboli  of  this  substance  as 
well  as  possible  atherosclerotic  debris  are  intermit- 
tently dislodged  distally.  How  frequently  this  oc- 
curs is  not  known  at  this  present  time.  Repeated 
embolic  episodes  may  be  frequent  and  at  times  re- 
covery probably  is  almost  complete;  although,  in 
other  patients,  progression  of  ischemia  must  occur, 
ultimately  terminating  in  loss  of  limb. 

The  most  striking  clinical  appearance  of  the  distal 
emboli  is  the  “blue  toe”  syndrome.  This  represents 
severe  ischemia  of  the  toes  or  portions  of  the  feet 
frequently  bilaterally  and  is  associated  with  renal 
failure.  Before  the  pathogenesis  was  understood, 
the  diagnosis  remained  unknown.  Pulses  frequently 
remained  palpable  even  while  distal  ischemia  prog- 
ressed even  to  gangrene. 

Episodes  of  cerebral  vascular  ischemia  in  combi- 
nation with  neurological  symptoms  which  are 
fleeting  or  transient  are  typical  of  emboli  from  ulcer- 
ated plaques  within  the  carotid  bifurcation.  In  the 
upper  extremity,  the  subclavian  artery  is  the  most 
frequently  involved  vessel  with  distal  embolization 
causing  repeated  attacks  simulating  Raynaud’s 
phenomenon. 

The  diagnosis  should  be  suspected  from  a finding 
of  severe  ischemia  of  a digit  with  palpable  pulses, 
sudden  onset  of  claudication  or,  petechial  hemor- 
rages.  Determination  of  the  source  of  the  emboli  is 
extremely  important  as  frequently  this  condition 
can  be  corrected  surgically,  often  by  a simple  endar- 
terectomy. Detailed  angiographic  studies  are 
necessary  for  this,  as  might  be  imagined. 

In  this  series  of  four  cases,  it  was  felt  that  the 
treatment  should  be  by  early  aneursymectomy  as 


the  potential  for  re-embolization  was  great  at  any 
time.  It  was  felt  that  systemic  anticoagulation  was 
of  some  risk  especially  in  the  one  patient  with  an 
expanding  aortic  aneurysm  and  preparations  were 
made  rapidly  for  elective  aneurysmectomy  on  a 
semi-emergent  basis.  Treatment  of  the  peripheral 
embolization,  it  was  felt,  should  be  done  at  the  time 
of  aneurysmectomy  if  at  all  possible;  although,  it 
was  not  felt  that  the  treatment  of  the  peripheral 
disease  was  necessary  at  the  time  of  the  aneurys- 
mectomy if  the  limb  was  viable  and  not  threatened 
by  pregangrenous  ischemia.  It  was  also  felt  that 
primary  treatment  of  peripheral  embolization  with- 
out treatment  of  the  aneurysm  would  expose  the 
patient  to  the  risk  of  re -embolization  perhaps  to  the 
other  limb  or  the  same  limb  destroying  the  potential 
benefits  of  the  embolectomy  or  perhaps  distal  re- 
construction. If  the  limb  was  threatened  by  is- 
chemia, however,  treatment  must  be  directed  to 
limb  salvage  primarily  with  repair  of  the  aneurysm 
at  the  same  time  or  as  soon  as  possible. 

Classically,  the  indication  for  abdominal  aortic 
aneurysmectomy  is  a pulsatile  mass  which  will,  in  a 
high  percentage  of  cases,  go  on  to  spontaneous  rup- 
ture. It  is  felt  that  peripheral  embolization  from 
abdominal  aortic  aneurysms  is  indeed  a significant 
factor  in  this  disease  and  is  another  indication  for 
early  aneurysmectomy. 

Summary 

Four  cases  of  peripheral  embolization  from  an 
abdominal  aortic  aneurysm  are  presented.  In  all 
cases,  the  presence  of  the  aneurysm  was  unsus- 
pected by  the  referring  physician.  This  article  em- 
phasizes the  significance  of  arterio-arterial  emboli- 
zation and  the  importance  of  determining  its  origin. 
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Use  in  women  who  are  or  may  become  preg- 
nant only  when  potential  benefits  have  been 
weighed  against  possible  hazards.  Not 
recommended  for  use  in  persons  under  15 
years  of  age.  Though  physical  and  psycho- 
logical dependence  have  not  been  reported 
on  recommended  doses,  use  caution  in 
administering  to  addiction-prone  individuals 
or  those  who  might  increase  dosage. 
Precautions:  In  elderly  and  debilitated,  initial 
dosage  should  be  limited  to  15  mg  to  preclude 
oversedation,  dizziness  and/or  ataxia.  If 
combined  with  other  drugs  having  hypnotic 
or  CNS-depressant  effects,  consider  potential 
additive  effects.  Employ  usual  precautions 
in  patients  who  are  severely  depressed,  or 
with  latent  depression  or  suicidal  tendencies. 
Periodic  blood  counts  and  liver  and  kidney 
function  tests  are  advised  during  repeated 
therapy.  Observe  usual  precautions  in 
presence  of  impaired  renal  or  hepatic  function. 
Adverse  Reactions:  Dizziness,  drowsiness, 
lightheadedness,  staggering,  ataxia  and 
falling  have  occurred,  particularly  in  elderly 


or  debilitated  patients.  Severe  sedation, 
lethargy,  disorientation  and  coma,  probably 
indicative  of  drug  intolerance  or  overdosage, 
have  been  reported.  Also  reported  were 
headache,  heartburn,  upset  stomach,  nausea, 
vomiting,  diarrhea,  constipation,  GI  pain, 
nervousness,  talkativeness,  apprehension, 
irritability,  weakness,  palpitations,  chest 
pains,  body  and  joint  pains  and  GU 
complaints.  There  have  also  been  rare 
occurrences  of  leukopenia,  granulocyto- 
penia, sweating,  flushes,  difficulty  in 
focusing,  blurred  vision,  burning  eyes, 
faintness,  hypotension,  shortness  of  breath, 
pruritus,  skin  rash,  dry  mouth,  bitter  taste, 
excessive  salivation,  anorexia,  euphoria, 
depression,  slurred  speech,  confusion, 
restlessness,  hallucinations,  and  elevated 
SGOT,  SGPT,  total  and  direct  bilirubins 
and  alkaline  phosphatase.  Paradoxical 
reactions,  e.g.,  excitement,  stimulation  and 
hyperactivity,  have  also  been  reported  in 
rare  instances. 

Dosage:  Individualize  for  maximum  beneficial 
effect.  A dulls:  30  mg  usual  dosage;  15  mg 
may  suffice  in  some  patients.  Elderly  or 
debilitated  patients:  15  mg  initially  until 
response  is  determined. 

Supplied:  Capsules  containing  15  mg  or 
30  mg  flurazepam  HC1. 


"&ucan 
depend  on  the 
efficacy  of 

Dalmane 

(flurazepam  HCI) 


One  30-mg  capsule  h.s.—  usual  adult  dosage 
( 1 5 mg  may  suffice  in  some  patients). 

One  15-mg  capsule  h.s.—  initial  dosage  for 
elderly  or  debilitated  patients. 


for  insomnia 


Objectively  proved  in  the  sleep  research  laboratory: 

■ sleep  within  17  minutes,  on  average 

■ sleep  with  fewer  nighttime  awakenings 

■ sleep  for  7 to  8 hours,  on  average, 
with  a single  h.s.  dose 
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specially  prepared 
package  insert 
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patients? 


Dr.  Alexander  M.  Schmidt 
Commissioner, 
Food  and  Drug 
Administration 


Dr.  James  H.  Sammons 
Executive  Vice  President 
of  the  American 
Medical  Association 


Dialogue 


The  idea  of  a so-called  patient 
package  insert  has  been  around  for 
a longtime.  Many  physicians  already 
use  written  instruction  sheets  to 
provide  patients  with  information 
about  the  drugs  they  are  taking.  And 
some  physicians  give  verbal  instruc- 
tions; but  in  too  many  instances 
these  are  what  I call  eye-glazing  ex- 
ercises. I have  seen  patients  sit  with 
glazed  eyes  listening  to  a rapid-fire 
lecture  by  a hurried  physician  who 
has  20  people  out  in  his  waiting 
room.  These  patients  aren’t  given 
sufficient  understanding  and  there- 
fore do  not  follow  instructions.  So  I 
think  the  idea  of  an  official  package 
insert  for  patients  is  a good  one. 
Perhaps  we  should  really  think  of 
this  kind  of  information  simply  as  an 
extension  of  drug  labeling. 

The  benefits  of  patient  involvement 

Many  physicians  may  not  real- 
ize how  frequently  a patient  obtains 
his  drug  information  from  Aunt 
Tillie  or  the  next  door  neighbor.  And 
this  information  is  almost  always 
bad  or  irrelevant  to  the  case  at  hand. 
Furthermore,  the  incentive  to  go 
along  with  a prescribed  program  is 
slim  if  the  only  reading  matter  the 
patient  receives,  along  with  his  pre- 
scription, is  a bill. 

As  an  educator  I am  impressed 
by  the  principle  that  the  best  way  to 
get  someone  to  do  something  is  to 
involve  him  in  the  process.  So  the 


I think  there  are  advantages  as 
well  as  some  real  disadvantages  in 
a patient  package  insert.  When  you 
begin  to  use  semi-medical  or  medi- 
cal terms  to  describe  complications 
or  possible  sequelae  of  disease  or 
treatment,  you  may  frighten  the  pa- 
tient—particularly  since  the  more 
highly  sophisticated  patient  is  not 
the  one  who  is  going  to  read  the  in- 
sert. The  patient  who  will  read  it  is 
the  one  most  susceptible  to  fright 
and  confusion  by  the  language. 

On  the  positive  side,  a package 
insert  will  probably  give  the  patient 
better  insight  into  why  he  is  being 
treated  the  way  he  is,  and  it  may 
give  the  physician  a little  bit  more 
time.  But  it  does  not  remove  from 
the  physician  the  need  or  obligation 
to  explain  the  insert. 

Some  pitfalls  in  the  inclusion  of 
side  effects 

Certainly  a patient  should  be 
warned  of  the  possibility  of  serious 
side  reactions— to  know  what  the 
real  dangers  are.  But  it  doesn't  do  a 
bit  of  good  to  indicate  that  a patient 
on  oral  penicillin  may  develop  a 
rash,  itching,  or  a drop  in  blood 
pressure.  Or  that  he  may  faint.  I 
think  the  real  danger  is  that  fright 
engendered  by  the  insert  may  pos- 
sibly outweigh  the  potential  good. 


main  purpose  of  drug  information 
for  the  patient  is  to  get  his  coopera- 
tion in  following  a drug  regimen. 

Preparation  and  distribution  of 
patient  drug  information 

We  would  hope  to  amass  infor- 
mation from  physicians,  medical 
societies,  the  pharmaceutical  indus- 
try and  centers  of  medical  learning. 
The  ultimate  responsibility  for  uni- 
form labeling  must,  however,  rest 
with  the  Food  and  Drug  Administra- 
tion. There  is  nothing  wrong  with 
this  agency  saying,  “this  informa- 
tion is  generally  agreed  upon  and 
therefore  it  should  be  used,”  as  long 
as  our  process  for  getting  the  infor- 
mation is  sound. 

Distribution  of  the  information 
is  a problem.  In  great  measure  it 
would  depend  on  the  medication  in 
question.  For  example,  in  the  case 
of  an  injectable  long-acting  proges- 
terone, we  would  think  it  mandatory 
to  issue  two  separate  leaflets— a 
short  one  for  the  patient  to  read  be- 
fore getting  the  first  shot  and  a long 
one  to  take  home  in  order  to  make  a 
decision  about  continuing  therapy. 

In  this  case,  the  information  might 
be  put  directly  on  the  package  and 
not  removable  at  all.  But  for  a medi- 
cation like  an  antihistamine  this 
information  might  be  issued  sepa- 
rately, thus  giving  the  physician  the 
option  of  distribution.  This  could 
preserve  the  placebo  use,  etc. 


Only  the  doctor  can  remove  that  fear 
by  20  or  30  minutes  of  conversation. 

I’m  not  suggesting  that  we 
withhold  any  information  from  the 
patient  because,  first  of  all,  it  would 
' be  totally  dishonest  and  secondly,  it 
would  defeat  the  very  purpose  of  the 
1 insert.  I do  think  that  a patient  on  the 
birth  control  pill  should  know  about 
the  incidence  of  phlebothrombosis. 

If  you’re  going  to  tell  a patient 
the  incidence  of  serious  adverse  re- 
actions, then  you  have  to  tell  him 
that  a concerned  medical  decision 
was  made  to  use  a particular  medi- 
cation in  his  situation  after  careful 
consideration  of  the  incidence  of 
complications  or  side  effects. 

Emotionally  unstable  patients  pose 
a special  problem 

There  are  patients  who,  be- 
cause of  severe  emotional  problems, 
could  not  handle  the  information 
contained  in  a patient  package  in- 
sert. Yet  if  we  are  going  to  have  a 
oackage  insert  at  all,  we  just  can’t 
: lave  two  inserts.  I think  we  might 
' simply  have  to  tell  the  families  of 
■these  patients  to  remove  the  insert 
from  the  package. 

Legal  implications  of  the  patient 
package  insert 

Just  what  effect  would  a pa- 


lt is  in  the  distribution  of  pa- 
tient information  that  the  pharma- 
cist may  get  involved.  As  profession- 
als and  members  of  the  health-care 
team  and  as  a most  important  source 
of  drug  information  to  patients, 
pharmacists  should  be  responsible 
for  keeping  medical  and  drug  rec- 
ords on  patients.  It  is  also  logical 
that  they  should  distribute  drug  in- 
formation to  them. 

Realistic  problems  must  be 
considered 

We  have  to  expect  that  the  in- 
troduction of  an  information  device 
will  also  create  new  problems.  First, 
how  can  we  communicate  complex 
and  sophisticated  information  to 
people  of  widely  divergent  socio- 
economic and  ethnic  groups?  Sec- 
ond, what  will  we  say?  And  third, 
how  can  we  counteract  the  negative 
attitude  of  many  physicians  toward 
any  outside  influenceor  input?  Hope- 
fully the  medical  profession  will  re- 
spond by  anticipating  the  problems 
and  helping  to  solve  them.  Assum- 
ing we  can  also  solve  the  difficulty 
of  communicating  information  to  di- 
verse groups  throughout  the  United 
States,  our  remaining  task  will  be 
the  inclusion  of  appropriate  material. 

What  information  is  appropriate? 

In  my  opinion,  technical,  chem- 
ical and  such  types  of  material 
should  not  be  included.  And  there  is 


tient  package  insert  have  on  mal- 
practice? We  could  try  to  avoid  any 
legal  implications  by  pointing  out 
that  the  physician  has  selected  a 
particular  medication  because,  in 
his  professional  judgment,  it  is  the 
treatment  of  choice.  For  instance, 
you  can’t  tell  everyone takinganti- 
histamines  not  to  work  just  because 
a few  patients  develop  extreme 
drowsiness  which  can  lead  to  acci- 
dents. And  what  about  the  very  small 
incidence  of  aplastic  anemia  rarely 
associated  with  chloramphenicol? 

If,  based  on  sensitivity  studies  and 
other  criteria,  we  decide  to  employ 
this  particular  antibiotic,  we  do  so 
in  full  knowledge  of  this  serious  po- 
tential side  effect.  It’s  not  a simple 
problem. 

How  do  we  handle  an  insert  for  medi- 
cation used  fora  placebo  effect? 

With  rare  exceptions,  physi- 
cians no  longer  use  medications  for 
a placebo  effect.  This  question  does 
raise  the  issue  of  how  a patient  may 
react  to  receiving  a medication 
without  a package  insert. 

Preparation  of  the  package  insert 

The  development  of  the  insert 
ought  to  be  a joint  operation  be- 
tween physicians,  the  pharmaceuti- 
cal i ndustry,  the  A.  M.  A.  and  the  F.D.  A. 


no  point  in  the  routine  listing  of  side 
effects  like  nausea  and  vomiting 
which  seem  to  apply  to  practically 
all  drugs,  unless  it  is  common  with 
the  drug.  However,  serious  side  ef- 
fects should  be  listed,  as  should  in- 
formation about  a medication  that 
is  potentially  risky  for  other  reasons. 

Other  pertinent  information 
might  consist  of  drug  interactions, 
the  need  for  laboratory  follow-up, 
and  special  storage  requirements 
What  we  want  to  include  is  informa- 
tion that  will  help  increase  patient 
compliance  with  the  therapy. 

Positive  aspects  of  patient  drug 
information 

Labeling  medication  for  the 
patient  would  accomplish  a number 
of  good  things:  the  patient  could  be 
on  the  lookout  for  possible  serious 
side  effects;  his  compliance  would 
increase  through  greater  under- 
standing; the  physician  would  be  a 
better  source  of  information  since 
he  would  be  freer  to  use  his  time 
more  effectively;  other  members  of 
the  health-care  team  would  benefit 
through  patient  understanding  and 
cooperation;  and,  finally,  the  physi- 
cian-patient relationship  would  prob- 
ably be  enhanced  by  the  greater 
understanding  on  the  part  of  the  pa- 
tient of  what  the  physician  is  doing 
for  him. 


I view  the  A.M.A.’s  role  as  a co- 
ordinator or  catalyst.  It  is  the  only 
organization  through  which  the  pro- 
fession as  a whole,  irrespective  of 
specialty,  can  speak.  It  has  relatively 
instant  access  to  all  the  medical  ex- 
pertise in  this  country.  And  it  can 
bring  that  professional  expertise  to- 
gether to  ensure  a better  package 
insert.  The  A.M.A.  can  work  in  con- 
junction with  the  industry  that  has 
produced  the  product  and  which  is 
ultimately  going  to  supply  the  insert. 

I don’t  think  we  should  rely,  or 
expect  to  rely,  on  legislative  com- 
mittees and  their  nonprofessional 
staffsto  make  these  decisions  when 
it  is  perfectly  within  the  power  of 
the  two  groups  to  resolve  the  issues 
in  the  very  best  American  tradition— 
without  the  government  forcing  us 
todo  it.  I think  the  F.D. A.  has  to  be 
involved,  but  I’d  like  them  to  become 
involved  because  they  were  asked 
to  become  involved. 


Pharmaceutical 
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Health  Care  and  the  107th  Maine  Legislature 

CHARLES  L.  Cragin  111,  Esquire* 


Historically,  effective  democracy  has  implied 
the  existence  of  an  opportunity  for  the  public  or  its 
elected  representatives  to  make  informed  choices. 
Informed  choice  necessitates  a clear  understanding 
of  the  facts.  After  109  days  of  legislative  activities, 
the  Regular  Session  of  the  107th  Maine  Legislature 
adjourned  on  July  2,  1975.  It  left  in  its  adjournment 
wake  the  statutory  indicia  of  its  attempt  to  make  in- 
formed choices  on  a broad  range  of  subjects  relating 
to  the  health  care  of  Maine  citizens.  Some  of  these 
laws  became  effective  immediately  upon  passage 
while  most  floated  in  the  legislative  limbo  until 
October  1 , 1975.  While  some  might  argue  that  some 
of  these  laws  resulted  from  a misunderstanding  of 
the  facts  or  a lack  of  knowledge  on  the  part  of  the 
lawmakers,  it  continues  to  become  increasingly 
clear  that  the  members  of  the  Maine  Legislature  will 
deal  with  these  sophisticated  issues.  Thus,  it  is 
incumbent  upon  both  the  professional  providers  of 
health  care  and  the  consumers  of  such  services  to 
provide  the  elected  representatives  with  the  facts 
upon  which  to  make  these  important  choices. 

While  most  health  care  issues  do  not  carry  with 
them  the  necessary  glamour  required  for  press 
coverage  and  reportorial  essays,  the  Maine  Legis- 
lature dealt  with  a significant  number  of  matters 
either  directly  or  peripherally  affecting  the  health 
care  of  the  citizens  of  Maine.  It  is  not  the  purpose 
of  this  article  to  definitively  discuss  each  piece  of 
legislation.  Rather,  the  article  attempts  to  bring  to 
the  reader's  attention  many  of  the  changes  in  Maine 
law  with  which  a person  involved  in  the  health  care 
field  should  be  aware. 

Child  Abuse 

After  several  months  of  tedious  work  and  many 
heated  debates,  the  Joint  Standing  Committee  on 
Human  Resources,  chaired  by  Senator  Bennett 
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Katz  of  Augusta  and  Representative  Gerald  Tal- 
bot of  Portland,  reported  to  the  floor  legislation 
designed  to  revise  the  State's  laws  relating  to  child 
abuse  in  a manner  which  would  make  Maine  eligible 
for  federal  grants.  The  legislation,  which  became 
effective  on  April  21,  1975,  expanded  the  definition 
of  "child  abuse  and  neglect"  to  mean  "the  physical 
or  mental  injury,  sexual  abuse,  negligent  treatment 
or  maltreatment  of  a child  under  the  age  of  18  years 
of  age  by  a person  who  is  responsible  for  the  child's 
welfare  under  circumstances  which  indicate  that 
the  child’s  health  or  welfare  is  harmed  or  threatened 
thereby.” 

The  law  placed  a mandatory  duty  upon  various 
professionals,  including  physicians,  dentists, 
nurses,  and  teachers,  to  immediately  report  to  the 
Department  of  Health  & Welfare  when  the  person 
"knows  or  has  reasonable  cause  to  suspect  that  a 
child  has  been  subjected  to  abuse  or  neglect  or  ob- 
serves the  child  being  subjected  to  conditions  or 
circumstances  which  would  reasonably  result  in 
abuse,  when  such  person  is  acting  in  his  profes- 
sional capacity.  . . .”  While  guaranteeing  im- 
munity, both  civil  and  criminal,  to  persons  making 
such  reports,  the  law  imposed  a criminal  fine  of  $200 
for  failure  to  report.  The  law  does,  however,  spe- 
cifically provide  that  such  a conviction  could  not 
be  used  "as  a basis  for  termination  of  employment 
or  for  suspension,  revocation  or  non-renewal  of  a 
professional  license.” 


Malpractice  Insurance 

The  Legislature,  at  the  primary  direction  of  Sen- 
ator Gerard  P.  Conley  of  Portland,  Senator  Hayes 
Gahagan  of  Caribou  and  Representative  Louis 
Jalbert  of  Lewiston,  took  positive  steps  to  avert  the 
anticipated  "malpractice  insurance  crisis”  on  both 
a short-term  and  long-term  basis.  Utilizing  a legis- 
lative vehicle  originally  introduced  by  Representa- 
tive Lawrence  Connolly  of  Portland,  the  Legisla- 
ture enacted  the  “Maine  Medical  and  Hospital 
Malpractice  Joint  Underwriting  Association  Act” 
which  became  effective  as  an  emergency  on  June 
11,  1975.  This  legislation  authorized  the  estab- 
lishment of  a temporary  joint  underwriting  associ- 
ation of  all  insurers  authorized  to  write  personal 
injury  liability  insurance  in  Maine. 

The  expressed  purpose  of  the  Association  is  "to 
provide  for  a period  not  to  exceed  two  years,  a 
market  for  medical  malpractice  insurance  on  a self- 
supporting  basis.  ...”  The  Association  is  not 
authorized  to  commence  operation  until  the  Super- 
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intendent  oflnsurance  has  determined  that  medical 
malpractice  insurance  is  not  readily  available  in  the 
voluntary  market.  The  Association  is  to  be  gov- 
erned by  1 1 directors,  eight  of  whom  shall  be  in- 
surance industry  representatives.  Of  the  remaining 
three  directors,  two  are  to  be  representatives  of  the 
Maine  Medical  Association  and  one  is  to  represent 
the  Maine  Hospital  Association. 

Recognizing  that  an  underwriting  association  is 
only  a measure  of  interim  relief.  Senator  Conley 
and  Senator  Gahagan  introduced  legislation  pro- 
posing the  establishment  of  a special  commission  to 
prepare  legislation  to  “insure  the  availability  of 
medical  and  hospital  malpractice  insurance  to 
physicians  and  hospitals  throughout  the  State  and 
to  develop  a more  equitable  system  of  relief  for  mal- 
practice claims.”  Speedily  handled  by  the  Joint 
Standing  Committee  on  Health  and  Institutional 
Services,  chaired  by  Senator  Walter  W.  Hichens  of 
Eliot  and  Representative  Harlan  C.  Goodwin,  Jr. 
of  South  Berwick,  the  legislation  was  signed  into 
law  by  the  Governor  on  June  3,  1975  and  the  Com- 
mission is  now  in  the  formative  process. 

Due  to  the  fiscal  situation  of  State  government, 
the  Health  and  Institutional  Services  Committee 
recommended  that  the  operating  costs  of  the  Com- 
mission should  be  borne  by  the  Board  of  Registra- 
tion in  Medicine  and  the  Board  of  Osteopathic 
Examination  and  Registration.  The  Commission 
composition  presents  a wide  variety  of  expertise 
and  viewpoints  and  will  be  chaired  by  a sitting  or  re- 
tired justice  of  the  Maine  Supreme  Judicial  Court. 
Also  serving  on  the  Commission  will  be  representa- 
tives of  the  Maine  Hospital  Association,  Maine 
Medical  Association,  Maine  Osteopathic  Asso- 
ciation. Maine  Bar  Association,  and  Maine  Blue 
Cross  and  Blue  Shield.  The  Commission  is  required 
to  submit  its  proposal  to  the  Legislature  no  later 
than  January  of  1977. 

Peer  Review 

In  the  field  of  peer  review,  the  Legislature  took 
action  upon  the  recommendations  of  Representa- 
tives John  McKernan  of  Bangor.  Olympia  Snow  of 
Auburn.  Richard  Carey  of  Waterville,  and  Harlan 
Goodwin  of  South  Berwick  that  physicians  be  en- 
couraged to  participate  in  peer  review  activities. 
Following  their  recommendations,  the  Joint  Stand- 
ing Committee  on  Judiciary,  chaired  by  Senator 
Samuel  W.  Collins,  Jr.  of  Rockland  and  Repre- 
sentative Roland  A.  Gauthier  of  Sanford,  reported 
out  legislation  which  received  approval  by  the 
Legislature  and  became  effective  on  October  1, 
1975.  Under  this  legislation,  allopathic  physicians 
are  immune  from  civil  liability  “as  a result  of  his 
acts,  omissions  or  decisions  in  connection  with  his 
duties  on  a utilization  review  committee,  medical 
review  committee,  surgical  review  committee,  peer 


review  committee  or  disciplinary  committee  which 
is  a requirement  of  accreditation  by  the  Joint  Com- 
mission on  Accreditation  of  Hospitals  or  is  estab- 
lished and  operated  under  the  auspices  of  the  phy- 
sician’s respective  State  or  county  professional 
society  or  the  Board  of  Registration  in  Medicine.” 
Osteopathic  physicians  were  granted  civil  immu- 
nity with  regard  to  participation  on  utilization  re- 
view or  peer  review  committees  and  dentists  were 
granted  immunity  with  regard  to  peer  review  ac- 
tivities. 

Acknowledging  the  necessity  for  confidentiality 
of  review  proceedings  in  order  to  foster  candid  dis- 
cussion. the  Judiciary  Committee  favorably  re- 
ported legislation  designed  to  insure  that  the  pro- 
ceedings and  records  of  proceedings  of  medical 
staff  reviews  and  hospital  reviews  “conducted  by 
committees  of  physicians  and  other  health  care 
personnel  on  behalf  of  hospitals  located  within  the 
State”  would  be  confidential  and  exempt  from  dis- 
covery “without  a showing  of  good  cause.”  In 
order  to  enjoy  the  confidential  status,  the  reviews 
must  be  required  by  State  or  federal  laws  or  regula- 
tions or  as  a condition  of  accreditation  by  the  Joint 
Commission  on  Accreditation  of  Hospitals  or  the 
American  Osteopathic  Association  on  Hospital 
Accreditation. 

Drugs 

Prescription,  Sale,  Administration 

As  the  result  of  legislation  originally  introduced 
by  Senator  Conley  of  Portland  and  Representative 
Harold  R.  Cox  of  Brewer,  prescription  forms  in  the 
State  of  Maine  must  be  changed  by  January  1,  1976. 
After  a substantial  amount  of  work  by  the  Health 
and  Institutional  Services  Committee  and  much  in- 
put by  physicians,  pharmacists,  and  pharmaceu- 
tical manufacturers,  the  Legislature  enacted  legis- 
lation requiring  every  written  prescription  issued 
by  a Maine  physician,  osteopath,  or  dentist  to  con- 
tain a box  at  least  Vi  inch  by  Vi  inch  in  the  lower 
right-hand  corner  of  the  prescription  form.  To  the 
left  of  this  box,  the  following  words  must  appear: 
“Any  drug  which  is  the  generic  or  chemical 
equivalent  of  the  drug  specified  above  in  this 
prescription  may  be  dispensed  provided  that 
the  drug  dispensed  is  listed  in  the  current  edi- 
tion of  either  the  National  Formulary  or  the 
United  States  Pharmacopeia  and  provided  that 
no  check  mark  (V)  has  been  handwritten  in 
the  box  in  the  right-hand  lower  corner.” 

If  the  prescriber  fails  to  check  the  box,  a pharmacist 
is  authorized  to  substitute.  However,  the  pharma- 
cist must  advise  the  customer  of  the  substitution 
and  may  not  substitute  a drug  which  has  a price  in 
excess  of  the  price  of  the  drug  specified  by  the  pre- 
scriber. 

The  Conley/Cox  team  also  proposed  legislation 
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which,  as  of  October  1,  1975 , permits  pharmacists 
to  advertise  certain  prescription  drugs.  This  law 
also  requires  pharmacies  to  conspicuously  post  a 
list  of  the  100  prescription  drugs  “sold  most  fre- 
quently in  the  State  during  the  previous  year.  . . 

Resolving  a controversy  between  some  opthal- 
mologists  and  some  optometrists,  the  Legislature 
authorized  qualified  optometrists  to  utilize  topical 
anesthetics  and  mydriatics  for  diagnostic  purposes. 
Before  utilizing  diagnostic  drugs,  an  optometrist 
must  secure  a diagnostic  drug  license. 

Overriding  a gubernatorial  veto,  the  Legislature 
placed  on  the  books  legislation  originally  spon- 
sored by  Senator  Walter  Hichens  which  places 
additional  duties  on  pharmacists  and  pharmacies. 
Labelled  as  a means  of  providing  Maine  citizens 
with  “Uniform  Quality  Pharmaceutical  Health 
Care,”  the  law  requires  each  pharmacy  to  maintain 
a “patient  profile  record  system”  which  can  be  im- 
mediately retrieved.  With  limited  exceptions,  the 
law  also  requires  that  pharmacists  “must  orally 
explain  to  the  patient  or  the  patient’s  agent,  the 
directions  for  use  and  any  additional  information, 
in  writing  if  necessary,  to  assure  the  proper  utiliza- 
tion of  the  medication  or  device  prescribed.” 

Responding  to  a request  from  Governor  James 
Longley,  the  Legislature  enacted  legislation  autho- 
rizing the  Department  of  Health  and  Welfare  to 
“provide  free  prescription  and  non-prescription 
drugs  and  medication  to  disadvantaged,  elderly  in- 
dividuals.” Financing  of  the  program  is  severely 
limited,  however,  with  the  Legislature  appropriat- 
ing $2.00  from  the  General  Fund  for  the  biennium 
“to  carry  out  the  purposes  of  this  Act.” 

Third  Party  Benefits  and  Payments 
to  Providers 

The  107th  Legislature  saw  escalating  requests 
by  various  interest  groups,  including  professional 
providers,  for  the  Legislature  to  mandate  various 
categories  of  coverage  provided  by  commercial  in- 
surers and  Blue  Cross-Blue  Shield.  The  first  to  see 
the  light  of  legislative  enactment  was  an  act  ex- 
panding the  scope  of  compensatory  activities  by  a 
chiropractor  for  services  provided  to  a Workmen’s 
Compensation  recipient.  This  legislation,  intro- 
duced by  Representative  Kathleen  Watson  Good- 
win of  Bath,  authorized  Workmen's  Compensation 
insurers  to  pay  for  x-rays  conducted  by  chiroprac- 
tors and  for  examination  and  treatment  relating 
to  a “lumbar,  sacral,  dorsal  or  cervical  sublux- 
ation. . . 

The  Joint  Standing  Committee  on  Business  Leg- 
islation, chaired  by  Senator  John  Thomas  of  Water- 
ville  and  Representative  Nancy  Clark  of  Freeport, 
was  called  upon  to  examine  proposals  for  maternity 
benefits  for  single  women  and  minor  dependents 
and  coverage  for  neonates.  With  unanimous  reports 


and  minimal  debate,  the  Legislature  ordered  all 
commercial  insurers  and  Blue  Cross  to  provide  the 
same  maternity  benefits  to  single  women  and  minor 
children  as  had  been  provided  to  married  women 
and  to  provide  coverage  for  children  from  the 
moment  of  birth  if  coverage  was  provided  for  family 
members. 

Proposals  by  dentists  and  psychologists  under 
the  “Freedom  of  Choice”  banner  were  more  dif- 
ficult to  deal  with.  However,  passage  was  finally 
achieved  of  a proposal  requiring  commercial  in- 
surers and  Blue  Cross  to  pay  dentists  for  services 
performed  by  them  if  such  services  would  have 
been  covered  had  they  been  performed  by  a phy- 
sician. A substantial  amount  of  debate  was  engen- 
dered in  the  Legislature  with  regard  to  a proposal 
requiring  commercial  insurers  and  Blue  Cross  to 
pay  or  reimburse  for  “mental  health  services”  pro- 
vided by  a psychologist  if  such  services  would 
have  been  covered  if  provided  by  another  health 
care  professional.  Following  an  Attorney  Gen- 
eral’s opinion  that  the  original  legislation  would 
authorize  psychologists  to  practice  medicine,  the 
legislation  was  amended  and  received  final  passage. 

Physical  Examinations  by  Dentists 

Dentists  came  before  the  Committee  on  Health 
and  Institutional  Services  with  a legislative  pro- 
posal authorizing  them  to  conduct  physical  exam- 
inations without  limitation.  As  enacted,  however, 
the  law  authorizes  dentists  to  “take  case  histories 
and  perform  physical  examinations  to  the  extent 
such  activities  are  necessary  in  the  exercise  of  due 
care  in  conjunction  with  the  provision  of  dental 
treatment  or  the  administration  of  general  or  local 
anesthetics.”  The  law  does  not  authorize  such  ac- 
tivities in  a hospital  unless  permitted  by  the  hos- 
pital. 

Health  Maintenance  Organizations 

Following  a year  of  study  by  the  Health  and  In- 
stitutional Services  Committee,  legislation  intro- 
duced by  Representative  Richard  G.  Morton  of 
Farmington  authorizing  the  establishment  of 
Health  Maintenance  Organizations  was  enacted. 
This  comprehensive  legislation  authorizes  any  per- 
son to  establish  an  HMO  and  provides  for  registra- 
tion and  review  by  the  Superintendent  of  Insurance 
and  the  Commissioner  of  the  Department  of  Health 
and  Welfare. 

Maine  Health  Facilities  Authority 

I n an  effort  to  expedite  the  operations  of  the  legis- 
latively established  Maine  Health  Facilities  Au- 
thority in  the  issuance  of  bonds  to  finance  hospital 
projects,  the  Legislature  removed  the  requirement 
that  the  Governor  and  Executive  Council  conduct 
hearings  and  issue  its  approval  prior  to  the  issuance 
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of  any  bonds.  At  the  suggestion  of  Representative 
John  L.  Martin  of  Eagle  Lake,  Speaker  of  the 
House,  the  Legislature  authorized  the  Authority  to 
make  its  own  determinations  as  to  need,  feasibility, 
etc.  of  a project. 

Consumer  Representation 
After  several  years  of  discussion  and  with  the 
endorsement  of  most  professional  societies,  includ- 
ing the  Maine  Medical  Association,  the  Legislature 
placed  into  law  a requirement  that  all  professional 
and  occupational  licensing  boards  have  at  least  one 
“public  member." 

Medical  Laboratories 
During  the  session  the  Health  and  Institutional 
Services  Committee  completed  a major  revision  of 
the  laws  relating  to  medical  laboratories.  The  act 
which  became  effective  on  May  5,  1975,  retained 
the  exemption  of  prior  law  relating  to  hospitals  and 
physicians.  However,  it  removed  the  requirement 
that  the  owner  of  a laboratory  as  well  as  the  director 
have  special  qualifications.  The  act  also  created  the 
“Maine  Medical  Laboratory  Commission”  com- 
posed of  10  members  including  one  representative 
of  the  Maine  Medical  Association  and  one  repre- 
sentative of  the  Maine  Osteopathic  Association. 
The  Commission  is  required  to  consult  with  the 
Department  of  Health  and  Welfare  on  matters  of 
policy  affecting  the  administration  of  the  law  and  in 
the  development,  revision  and  enforcement  of 
rules  and  regulations  promulgated  under  the  law. 

The  Legislature  also  placed  the  Diagnostic  Lab- 
oratory of  the  Department  of  Health  and  Welfare 
on  a fee-for-service  basis  by  requiring  that  the  lab- 
oratory “charge  the  average  costs  for  certain  ser- 
vices rendered.”  Exempt  from  the  charge  system 
are  services  “considered  to  be  essential  to  the  main- 
tenance of  the  public  health.  ...” 

Ambulance  Personnel 
Physicians  involved  in  emergency  room  activi- 
ties expressed  concern  that  ambulance  personnel 
were  not  authorized  by  existing  law  to  continue  to 
render  emergency  treatment  once  a patient  had 
been  delivered  to  a hospital  but  while  awaiting  at- 
tention. As  a result  of  this  concern.  Representative 
Neil  Rolde  of  York  proposed  legislation  which,  as 
of  October  1,  1975,  authorizes  ambulance  person- 
nel to  continue  emergency  treatment  of  a patient 
after  arrival  at  a hospital  “under  the  direction  and 
control  of  a physician  or  professional  nurse  until  the 
physician  or  professional  nurse  is  of  the  opinion 
that  the  attendance  of  such  persons  is  no  longer 
necessary.” 

Volunteer  ambulance  personnel  also  expressed 
consternation  at  the  Department  of  Health  and 
Welfare's  activities  in  the  promulgation  of  licensing 


standards  for  ambulance  services  and  personnel. 
As  a result,  the  Legislature  took  steps  to  insure 
proper  public  promulgation  of  proposed  regulations 
and  public  hearings  on  such  proposals.  It  also  pre- 
empted the  Department’s  ability  to  require  suc- 
cessful completion  of  an  emergency  medical  train- 
ing course  as  a condition  of  licensure  of  volunteer 
ambulance  personnel  except  under  certain  condi- 
tions, including  a requirement  that  the  State  or  local 
authorities  pay  two-thirds  of  the  cost  of  such  a 
course. 

Medical  Education 

While  a proposal  to  authorize  the  University  of 
Maine  to  develop  a medical  school  failed  as  the 
result  of  a gubernatorial  veto,  the  Legislature  did 
take  steps  in  the  field  of  medical  education  by  ap- 
propriating funds  to  provide  tuition  assistance  to  al- 
lopathic, osteopathic  and  dentistry  students.  It  also 
enacted  legislation  proposed  by  Senator  Gahagan 
of  Caribou  authorizing  the  Board  of  Registration 
in  Medicine  to  utilize  funds  collected  through  licen- 
sure fees  for  the  conduct  of  medical  education  pro- 
grams and  operation  of  a program  of  financial  assis- 
tance “to  medical  students  indicating  an  interest  to 
engage  in  family  practice  in  rural  Maine.  . . .” 

Good  Samaritan  Laws 

As  a result  of  initial  proposals  by  Representatives 
Peter  J.  Curran  of  South  Portland  and  Bonnie  D. 
Post  of  Owls  Head,  the  Judiciary  Committee  re- 
viewed all  the  “good  Samaritan  laws”  on  the  books. 
Since  these  laws  indicated  that  a person  was  not 
liable  if  they  were  in  the  exercise  of  due  care  and 
since  persons  are,  as  a matter  of  law,  not  negligent 
if  in  the  exercise  of  due  care,  the  committee  deter- 
mined that  the  existing  laws  were  illusory  in  nature. 
Therefore,  the  committee  reported  out  legislation 
repealing  the  various  specific  immunity  provisions 
and  replacing  them  with  a law  which  grants  im- 
munity from  civil  liability  to  any  person  “who 
voluntarily,  without  the  expectation  of  monetary  or 
other  compensation,  renders  first  aid,  emergency 
treatment  or  rescue  assistance  to  a person  who  is 
unconscious,  ill,  injured  or  in  need  of  rescue  assis- 
tance. . . .”  unless  the  rescuer  is  determined  to 
have  been  willful,  wanton,  reckless  or  grossly  negli- 
gent. Maine  now  has  a Good  Samaritan  law! 

Hospital  Administrative  Districts 

During  the  session,  the  Legislature  took  action 
authorizing  the  establishment  of  a Hospital  Ad- 
ministrative District  in  the  Milo  area  at  such  time  as 
the  voters  of  the  defined  area  approved  a referen- 
dum. Modifications  were  made  in  the  enabling  legis- 
lation of  HAD  #1  and  HAD  #4  and  authorization 
was  granted  permitting  the  dissolution  of  HAD  #3 
in  Aroostook  and  Penobscot  Counties. 
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Central  Licensing  of  Professionals 

Responding  to  a gubernatorial  request,  the  Legis- 
lature’s Committee  on  State  Government,  chaired 
by  Senator  Theodore  S.  Curtis,  Jr.  of  Orono  and 
Representative  Leighton  Cooney  of  Sabattus,  re- 
ported out  legislation  creating  a “Central  Profes- 
sional and  Occupational  Licensing  Bureau.”  The 
Bureau  proposal  had  been  opposed  by  the  various 
professions  as  duplicative  in  nature  and,  therefore, 
an  unnecessary  expense.  The  Legislature  did  not, 
however,  set  forth  the  basis  upon  which  the  Bureau 
would  operate  and  delegated  to  the  State  Govern- 
ment Committee  the  task  of  placing  the  flesh  on  the 
skeleton.  The  law  directs  the  Committee  to  “pre- 
pare a plan  of  organization  and  operation  for  the 
bureau”  and  to  present  such  a plan  to  the  next 
special  session. 

Anatomical  Gifts 

Representative  Anne  M.  Boudreau  of  Portland 
was  successful  in  securing  passage  of  legislation 
directing  the  Secretary  of  State  to  provide  a form  on 
each  driver’s  license  whereby  an  individual  could 
make  an  anatomical  gift.  Certain  clarifications  were 
also  made  to  the  existing  anatomical  gift  law. 

Certificates  of  Need 

The  Health  and  Institutional  Services  Commit- 
tee, looking  toward  future  compliance  of  federal 
law,  directed  the  State  Department  of  Health  and 
Welfare  to  begin  the  preparation  of  proposed  Cer- 


tificate of  Need  legislation  for  the  108th  regular 
session  in  1977.  This  legislative  action  specifically 
states  that  professional  providers  are  to  be  involved 
in  the  process. 

Summary 

Of  the  733  public  and  private  laws  enacted  by  the 
107th  regular  session,  at  least  10  percent  dealt  di- 
rectly with  some  facet  of  the  health  care  delivery 
system  in  Maine.  Many  more,  of  course,  impacted 
upon  the  system  on  a general  basis  such  as  laws 
relating  to  employment  practices,  minimum  wages, 
provisions  of  credit  to  patients,  and  the  municipal 
payment  of  services  provided  to  indigents.  Many 
other  legislative  proposals  dealing  with  health  care 
issues  did  not  win  legislative  approval  this  year. 
That  does  not  mean  that  such  issues  have  been  dis- 
missed. It  merely  means  a postponement  of  further 
consideration  until  sometime  in  the  future. 

It  is  encumbent  upon  both  professional  providers 
of  service  and  the  consumer  recipients  of  such  ser- 
vices to  provide  information  and  input  to  the  legis- 
lative process.  This  review  indicates  the  complex- 
ity of  the  issues  in  the  health  care  field  with  which 
184  men  and  women  and  their  staff  are  called  upon 
to  make  decisions.  All  of  these  decisions  were  made 
within  the  scope  of  six  calendar  months  and  109 
actual  legislative  days.  A clear  understanding  of  the 
facts  is  the  only  basis  upon  which  informed  choices 
can  be  made. 


Fall  Meeting  of  the  M.M.A.  House  of  Delegates 

Saturday,  December  13,  1975 
Mid-Maine  Medical  Center,  Waterville,  Maine 
12:30  P.M.  — Registration;  1:00  P.M.  — Lunch;  2:00  P.M.  — Meeting 

10:00  A.M.  — Meeting  of  the  Executive  Committee 
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Postage  due 
is  a postage  don" t . 


Postage  due  is  a 
thing  of  the  past. 
From  now  on,  if  you 
send  us  claims 
without  enough 
postage,  they  may 
never  get  to  us. 
Instead,  they  may 
either  be  returned  to 
you  or  sent  to  the 
dead  letter  office. 

This  could  cause  a 
significant  number  of 
lost  claims  and 
delays.  The  people 
most  affected  will  be 
you  and  your 
patient.  And  if  the 
two  of  you  aren’t 
happy,  we’re  not 
either. 


So  please  make 
sure  your  claims 
mail  is  going  out 
with  the  correct 
postage.  A postage 
meter  scale  can 
help.  A legible 
return  address  on 
every  envelope  can 
help,  too. 

We  process  your 
claims  as  fast  as  we 
possibly  can.  It’s 
unfortunate  when 
we’re  all  held  up  by 
some  missing  ten 
cent  stamps. 


Maine  Blue  Cross  and  Blue  Shield 

110  FREE  STREET,  PORTLAND,  MAINE  04101 
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New  Law  Affects  Every  Physician 

Sec.  1.  32  MRS  A § 2806  is  enacted  to  read. 

§ 2806.  Prescribing  and  dispensing  of  drugs. 

Every  written  prescription  issued  by  a physician,  osteopath  or  dentist  in  this  State  shall  contain 
in  the  lower  right-hand  corner  of  such  prescription  form  a box  at  least  Vi  inch  by  Vi  inch. 

The  following  words  shall  appear  to  the  left  of  this  box:  “Any  drug  which  is  the  generic  or 
chemical  equivalent  of  the  drug  specified  above  in  this  prescription  may  be  dispensed  provided  that 
the  drug  dispensed  is  listed  in  the  current  edition  of  either  the  National  Formulary  or  the  United 
States  Pharmacopoeia  and  provided  that  no  check  mark  (V)  has  been  handwritten  in  the  box  in  the 
right-hand  lower  comer.” 

Any  pharmacist  receiving  a prescription  in  which  no  check  mark  (V)  is  found  in  the  box 
provided  is  authorized  to  substitute  a generic  or  chemically  equivalent  drug  for  the  drug  specified  on 
the  prescription,  provided  that  the  substituted  drug  is  listed  in  the  current  edition  of  either  the 
National  Formulary  or  the  United  States  Pharmacopoeia  and  that  the  price  of  the  substituted  drug 
does  not  exceed  the  price  of  the  drug  specified  by  the  prescribing  physician,  osteopath  or  dentist. 

Any  pharmacist  who  substitutes  a generic  or  chemically  equivalent  drug  under  the  provisions 
of  this  section  shall  inform  the  person  to  whom  the  drug  is  dispensed  of  the  substitution.  Whenever 
any  substitution  is  made  under  the  provisions  of  this  section,  the  pharmacist  shall  cause  the  name  of 
the  drug  manufacturer  or  distributor  to  appear  on  the  container  label  of  the  drug  dispensed. 

This  section  shall  not  apply  to  prescriptions  ordered  by  physicians  or  osteopaths  for  patients  in 
hospitals  when  such  prescriptions  are  filled  by  a hospital  pharmacy. 

Sec.  2.  Effective  date.  The  effective  date  of  this  Act  shall  be  January  1,  1976. 


SAMPLE  SAMPLE  SAMPLE 


Physician’s  Name 

B.N.D.D.  # 

CITY  STATE 

NAME DATE 

ADDRESS  — 
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Any  drug  which  is  the  generic  or  chemical  equivalent  of  the  drug  specified  above  in  this 
prescription  may  be  dispensed  provided  that  the  drug  dispensed  is  listed  in  the  current  edition 
of  either  the  N.F.  or  the  U.S.P.  and  provided  that  no  check  mark  ( V)  h«*s  been  handwritten  in 
the  box  in  the  right-hand  lower  comer. 
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Important  Note  This  drug  is  not  a simple  anal- 
gesic. Do  not  administer  casually.  Carefully 
evaluate  patients  before  starting  treatment  and 
keep  them  under  close  supervision  Obtain  a 
detailed  history,  and  complete  physical  and 
laboratory  examination  (complete  hemogram 
urinalysis,  etc  ) before  prescribing  and  at  fre- 
quent intervals  thereafter  Carefully  select  pa- 
tients. avoiding  those  responsive  to  routine 
measures,  contraindicated  patients  or  those 
who  cannot  be  observed  frequently  Warn  pa- 
tients not  to  exceed  recommended  dosage 
Short-term  relief  of  severe  symptoms  with  the 
smallest  possible  dosage  is  the  goal  of  therapy 
Dosage  should  be  taken  with  meals  or  a full 
glass  of  milk  Substitute  alka  capsules  for 
tablets  if  dyspeptic  symptoms  occur  Patients 
should  discontinue  the  drug  and  report  immedi- 
ately any  sign  of  fever,  sore  throat,  oral  lesions 
(symptoms  of  blood  dyscrasia);  dyspepsia, 
epigastric  pain  symptoms  of  anemia,  black  or 
tarry  stools  or  other  evidence  of  intestinal 
ulceration  or  hemorrhage,  skin  reactions,  signi- 
ficant weight  gam  or  edema  A one-week  trial 
period  is  adequate  Discontinue  in  the  absence 
of  a favorable  response  Restrict  treatment 
periods  to  one  week  in  patients  over  sixty 
Indications  Rheumatoid  arthritis,  osteoarthritis, 
bursitis,  acute  gouty  arthritis  and  rheumatoid 
spondylitis 

Contraindications  Children  14  years  or  less, 
senile  patients,  history  or  symptoms  of  G I in- 
flammation or  ulceration  including  severe,  re- 
current or  persistent  dyspepsia,  history  or 
presence  of  drug  allergy;  blood  dyscrasias. 
renal,  hepatic  or  cardiac  dysfunction,  hyperten- 
sion thyroid  disease,  systemic  edema,  stomatitis 
and  salivary  gland  enlargement  due  to  the  drug , 
polymyalgia  rheumatica  and  temporal  arteritis 
patients  receiving  other  potent  chemothera- 
peutic agents,  or  long-term  anticoagulant 
therapy 

Warnings  Age  weight  dosage  duration  of  ther- 
apy existance  of  concomitant  diseases  and 
concurrent  potent  chemotherapy  affect  mci 
dence  of  toxic  reactions  Carefully  instruct  and 
observe  the  individual  patient,  especially  the 
aging  (forty  years  and  over)  who  have  increased 
susceptibility  to  the  toxicity  of  the  drug  Use 
lowest  effective  dosage  Weigh  initially  unpre- 


dictable benefits  against  potential  risk  of 
severe  even  fatal  reactions  The  disease  con- 
dition itself  is  unaltered  by  the  drug  Use  with 
caution  in  first  trimester  of  pregnancy  and  in 
nursing  mothers  Drug  may  appear  in  cord 
blood  and  breast  milk  Serious,  even  fatal  blood 
dyscrasias.  including  aplastic  anemia,  may 
occur  suddenly  despite  regular  hemograms,  and 
may  become  manifest  days  or  weeks  after  ces- 
sation of  drug  Any  significant  change  in  total 
white  count,  relative  decrease  in  granulo- 
cytes. appearance  of  immature  forms,  or  fall  in 
hematocrit  should  signal  immediate  cessation 
of  therapy  and  complete  hematologic  investiga- 
tion Unexplained  bleeding  involving  CNS. 
adrenals,  and  G I tract  has  occurred  The  drug 
may  potentiate  action  of  insulin,  sulfonylurea, 
and  sulfonamide-type  agents  Carefully  observe 
patients  taking  these  agents  Nontoxic  and  toxic 
goiters  and  myxedema  have  been  reported  (the 
drug  reduces  iodine  uptake  by  the  thyroid) 
Blurred  vision  can  be  a significant  toxic  symp- 
tom worthy  of  a complete  ophthalmological  ex- 
amination Swelling  of  ankles  or  face  in 
patients  under  sixty  may  be  prevented  by 
reducing  dosage  If  edema  occurs  in  patients 
over  sixty  discontinue  drug 
Precautions  The  following  should  be  accom- 
plished at  regular  intervals  Careful  detailed 
history  for  disease  being  treated  and  detection 
of  earliest  signs  of  adverse  reactions;  complete 
physical  examination  including  check  of  pa- 
tient s weight;  complete  weekly  (especially  for 
the  aging)  or  an  every  two  week  blood  check, 
pertinent  laboratory  studies  Caution  patients 
about  participating  in  activity  requiring  alert- 
ness and  coordination,  as  driving  a car.  etc 
Cases  of  leukemia  have  been  reported  in  pa- 
tients with  a history  of  short-  and  long-term 
therapy  The  majority  of  these  patients  were 
over  forty  Remember  that  arthritic-type  pains 
can  be  the  presenting  symptom  of  leukemia 
Adverse  Reactions  This  is  a potent  drug,  its 
misuse  can  lead  to  serious  results  Review  de- 
tailed information  before  beginning  therapy 
Ulcerative  esophagitis,  acute  and  reactivated 
gastric  and  duodenal  ulcer  with  perforation 
and  hemorrhage,  ulceration  and  perforation  of 
large  bowel,  occult  G I bleeding  with  anemia 
gastritis,  epigastric  pain  hematemesis.  dys- 


pepsia. nausea,  vomiting  and  diarrhea,  abdomi- 
nal distention  agranulocytosis,  aplastic  anemia, 
hemolytic  anemia,  anemia  due  to  blood  loss  in- 
cluding occult  G I bleeding,  thrombocytopenia 
pancytopenia,  leukemia,  leukopenia,  bone 
marrow  depression,  sodium  and  chloride  re- 
tention. water  retention  and  edema,  plasma 
dilution,  respiratory  alkalosis,  metabolic  acido- 
sis, fatal  and  nonfatal  hepatitis  (cholestasis  may 
or  may  not  be  prominent),  petechiae.  purpura 
without  thrombocytopenia  toxic  pruritus, 
erythema  nodosum,  erythema  multiforme. 
Stevens-Johnson  syndrome.  Lyell  s syndrome 
(toxic  necrotizing  epidermolysis),  exfoliative 
dermatitis,  serum  sickness,  hypersensitivity 
angiitis  (polyarteritis),  anaphylactic  shock, 
urticaria  arthralgia  fever,  rashes  (all  allergic 
reactions  require  prompt  and  permanent  with- 
drawal of  the  drug)  proteinuria,  hematuria 
oliguria,  anuria,  renal  failure  with  azotemia, 
glomerulonephritis,  acute  tubular  necrosis, 
nephrotic  syndrome,  bilateral  renal  cortical 
necrosis,  renal  stones,  ureteral  obstruction  with 
uric  acid  crystals  due  to  uricosuric  action  of 
drug  impaired  renal  function,  cardiac  decom- 
pensation, hypertension,  pericarditis,  diffuse 
interstitial  myocarditis  with  muscle  necrosis, 
perivascular  granulomata.  aggravation  of  tem- 
poral arteritis  in  patients  with  polymyalgia  rheu- 
matica. optic  neuritis,  blurred  vision,  retinal 
hemorrhage,  toxic  amblyopia,  retinal  detach- 
ment hearing  loss,  hyperglycemia,  thyroid 
hyperplasia  toxic  goiter,  association  of  hyper- 
thyroidism and  hypothyroidism  (causal  relation- 
ship not  established),  agitation,  confusional 
states,  lethargy,  CNS  reactions  associated  with 
overdosage,  including  convulsions,  euphoria, 
psychosis,  depression  headaches  hallucina- 
tions. giddiness  vertigo  coma  hyperventila- 
tion. insomnia,  ulcerative  stomatitis,  salivary 
gland  enlargement 
(B)98- 146-070- J ( 10/7 1) 

For  complete  details,  including  dosage  please 
see  full  prescribing  information 

GEIGY  Pharmaceuticals 

Division  of  CIBA-GEIGY  Corporation 

Ardsley  New  York  10502 

BU  10259 


Maine  Blue  Cross  and  Blue  Shield  News 


LOCAL  CONFIDENTIALITY  POLICY  USED  NATIONALLY 

Maine  Blue  Cross  and  Blue  Shield  instituted  a policy  on  the  confidentiality  of 
records  for  its  internal  operations  in  September  of  1973. 

A summary  oft  he  policy  appeared  on  page  257  of  the  October  1974  issue  of  The 
Journal  of  the  Maine  Medical  Association,  and  both  the  policy  and  a video  taped 
employee  orientation  on  the  subject  were  sent  to  the  National  Association  of  Blue 
Shield  Plans  (NABSP). 

Just  recently,  NABSP  published  a policy  on  the  confidentiality  of  records. 
Briefly,  the  National  policy  states: 

PUBLIC  ACCESS  AND  RELEASE  OF  DATA 

“It  should  be  recognized  that  a Blue  Shield  Plan  is  a third  party  to  the  patient-physician  relationship. 
Since  Blue  Shield's  file  is  a secondary  or  duplicate  copy  of  the  physician's  primary  record,  there 
should  be  no  need  to  inquire  into  Blue  Shield's  file.  Patient  inquiries,  therefore,  regarding  medical 
data  should  be  referred  to  the  physician.  However.  Blue  Shield  may  nonetheless  become  involved  in 
a formal  request.  Therefore,  the  following  guidelines  should  be  applied: 

1.  In  general,  medical  information  should  not  be  released  without  a court  order. 

2.  Medical  information  should  never  be  released  over  the  telephone. 

3.  Medical  information  may  be  released  in  the  aggregate  form;  however,  requests  for  such  data 
should  be  in  writing  and  should  include  the  purpose  for  which  the  data  will  be  used. 

4.  Medical  information  may  also  be  released  to  the  extent  necessary  for  appropriate  peer  review 
bodies  to  assist  in  claims  determination  relative  to  costs  and  quality  of  care. 

a.  In  these  situations,  patient  identification  should  be  deleted.” 

INTERNAL  ACCESS  AND  HANDLING  OF  MEDICAL  INFORMATION 

1.  Access  to  medical  information  should  be  limited  to  a “need  to  know"  basis. 

2.  Adequate  orientation  and  training  programs  should  be  developed  and  maintained. 

3.  Plan  employees  should  seek  only  that  data  necessary  to  adjudicate  a claim,  case  or  utilization 
patterns  and  profiles. 

4.  Adequate  security  precautions  should  be  implemented  to  limit  access  to  computers  and  data 
banks  to  those  operating  the  systems. 

5.  Employees  should  be  encouraged  to  handle  confidential  data  in  a professional  manner. 

“In  addition  to  a review  of  existing  safeguard  procedures,”  states  the  Policy  Letter,  “Plans  are 
encouraged  to  communicate  their  activities  to  their  subscribers  and  physicians.  It  is  essential  that 
their  understanding  and  cooperation  be  gained  in  order  that  any  procedures  implemented  by  the 
Plan  may  be  effectively  administered.” 
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Maine  Medical  Association 

SPECIAL  COMMITTEES  — 1975-1976 


Special  Committees  for  1975-1976  as  appointed  by 
M.  Hanbury,  Jr.,  M.D.,  Belfast. 

Committee  on  Aging 

James  H.  Bonney,  M.D.,  53  Chadwick  St.,  Portland  04102  — 
Chairman 

Ad  Hoc  Committee  on  Alcoholism 

Frank  H.  Lawrence,  M.D.,  22  Bramhall  St.,  Portland  04102 
Frederick  S.  Larned,  M.D.,  155  Spurwink  Ave.,  Cape  Elizabeth 
04107 

David  W.  Schall,  M.D.,  56  Baribeau  Dr.,  Brunswick  04011 
Winford  Adams,  M.D.,  14  Starlight  Dr.,  Brewer  04412 
Irving  I.  Goodof,  M.D.,  Thayer  Hospital,  Waterville  04901 

Amy  W.  Pinkham  Fund  Committee 

Ella  Langer,  M.D.,  192Capitol  St.,  Augusta 04330 — Chairman 
Virginia  C.  Hamilton,  M.D.,  South  Harpswell  04079 
Charles  E.  Burden,  M.D.,  1 North  St.,  Bath  04530 
Lloyd  G.  Davies,  M.D.,  249  0cean  House  Rd.,  Cape  Elizabeth 
04107 

Arthritis  Committee 

Paulding  Phelps,  M.D.,  180  Park  Ave.,  Portland  04102  — 
Chairman 

Joseph  A.  Marshall,  M.D.,  177  Main  St.,  Waterville  04901 
Charles  R.  Glassmire,  M.D.,  37  Deering  St.,  Portland  04101 

Ad  Hoc  Burn  Advisory  Committee 

Richard  C.  Britton,  M.D.,  22  Bramhall  St.,  Portland  04102  — 
Chairman 

Edward  K.  Morse,  M.D.,  22  White  St.,  Rockland  04841 
Paul  Cummings,  M.D.,  10  High  St.,  Lewiston  04240 
Charles  E.  Dixon,  M.D.,  489  Essex  St.,  Bangor  04401 
Jean  J.  Labelle,  M.D.,  25  Bramhall  St.,  Portland  04102 

Committee  on  Computer  Utilization 
in  Medical  Practice 

Charles  C.  Morrison,  M.D.,  Damariscotta  04543  — Chairman 
Henry  J.  Wheelwright,  M.D.,  Augusta  Gen.  Hospital,  Augusta 
04330 

Richard  T.  Chamberlin,  M.D.,  P.O.  Box  706,  99  Western  Ave., 
Augusta  04330 
Advisers 

Mr.  Derek  V.  Bush,  50  Union  St.,  Ellsworth  04605 
Miss  Alice  Russell,  PTO,  92  Exchange  St.,  Portland  04111 

Committee  on  Conservation  of  Vision 

Dexter  J.  Clough,  2nd,  M.D.,  224  State  St.,  Bangor  04401  — 
Chairman 

Ralph  A.  Goodwin,  Jr.,  M.D.,  33  Court  St.,  Auburn  04210 
Maurice  Van  Lonkhuyzen,  M.D.,  131  State  St..  Portland  04101 
Richard  H.  Dennis,  M.D.,  325A  Kennedy  Mem.  Dr.,  Water- 
ville 04901 

Payson  B.  Jacobson,  M.D.,  295  Brighton  Ave.,  Portland  04102 
Jou  S.  Tchao,  M.D.,  181  Russell  St..  Lewiston  04240 

Diabetes  Committee 

Melvin  Bacon,  M.D.,  27  June  St..  Sanford  04073  — Chairman 
Elton  R.  Blaisdell,  M.D.,  233  Vaughan  St.,  Portland  04102 
Harold  D.  Cross,  M.D.,  Main  Rd.  & Summer  St.,  Hampden 
Highlands  04445 

Ralph  Zanca,  M.D.,  405  Center  St.,  Auburn  04210 


President  of  the  Maine  Medical  Association,  Euclid 


Maine  Committee  — AMA-ERF 

Charles  R.  Glassmire,  M.D.,  37  Deering  St.,  Portland  04101  — 
Chairman 

Paul  A.  Fichtner,  M.D.,  10  Oak  Grove  Ave.,  Bath  04530 
W.  Edward  Thegen,  M.D.,  Elm  St.,  Bucksport  04416 

Liaison  Committee  Between  the  Maine  Bar 
Association  and  the  Maine  Medical  Association 

John  A.  Woodcock,  M.D.,  109  State  St.,  Bangor  04401  — 
Chairman 

Linus  J.  Stitham,  M.D.,  50  Main  St.,  Dover-Foxcroft  04426 
James  H.  Bonney,  M.D.,  53  Chadwick  St.,  Portland  04102 
Charles  F.  Branch,  M.D.,  69  Gamage  Ave.,  Auburn  04210 
George  W.  Wood,  111,  M.D.,  263  State  St.,  Bangor  04401 
Euclid  M.  Hanbury,  Jr. , M.D..  Medical  Building,  Belfast  04915 

Liaison  Committee  Between  the  Maine  Pharmaceutical 
Association  and  the  Maine  Medical  Association 

Robert  F.  Russell,  M.D.,  Castine  04421 

Lewis  E.  Phillips,  M.D.,  336  Mt.  Hope  Ave.,  Bangor  04401 

Harry  L.  Harper,  M.D.,  17  Main  St.,  So.  Paris  04281 

Committee  on  Maternal  and  Child  Welfare 

Maurice  Ross,  M.D.,  372  Main  St.,  Saco  04072  — Chairman 
Alice  A.  S.  Whittier,  M.D..  143  Neal  St.,  Portland  04102 
William  M.  Shubert,  M.D.,  336  Mt.  Hope  Ave.,  Bangor  04401 
Ella  Langer,  M.D.,  192  Capitol  St.,  Augusta  04330 
Benjamin  L.  Shapero,  M.D.,  431  State  St.,  Bangor  04401 
Vassilios  Handanos,  M.D.,  191  Lincoln  St.,  Rumford  04276 
Albert  Shems,  M.D.,  313  Main  St.,  Lewiston  04240 
Morris  A.  Lambdin,  M.D.,  Maine  Coast  Mem.  Hospital, 
Ellsworth  04605 

Kenneth  W.  Sewall,  M.D.,  2 School  St.,  Waterville  04901 
Lionel  R.  Tardif,  M.D..  97  Campus  Ave.,  Lewiston  04240 
George  W.  Hallett,  M.D.,  22  Bramhall  St..  Portland  04102 
John  Zerner,  M.D.,  260  Western  Ave.,  South  Portland  04106 

Committee  on  Medical  Aspects  of  Sports 

Richard  M.  Swengel,  M.D..  477  Main  St.,  Lewiston  04240  — 
Chairman 

Lawrence  Crane,  M.D.,  157  Pine  St.,  Portland  04102 
Clarence  E.  Dore,  M.D.,  2 School  St.,  Waterville  04901 
Daniel  F.  Hanley,  M.D.,  P.O.  Box  250,  Brunswick  04011 
Marion  K.  Moulton,  M.D..  West  Newfield  04095 
Paul  H.  Cummings.  M.D.,  10  High  St.,  Lewiston  04240 
Llewellyn  W.  Cooper,  M.D.,  Hancock  St..  Bar  Harbor  04609 
John  J.  Pearson.  M.D.,  100  S.  Main  St..  Old  Town  04468 
Philip  R.  Kimball,  M.D.,  263  State  St.,  Bangor  04401 

Committee  on  Membership 

George  W.  Wood.  Ill,  M.D..  263  State  St.,  Bangor  04401 
Robert  E.  McAfee.  M.D..  7 Bramhall  St.,  Portland  04102 
Brinton  T.  Darlington,  M.D.,  89  Hospital  St.,  Augusta  04330 


Committee  on  Medicine  and  Religion 

A.  Marshall  Smith,  M.D.,489  State  St.,  Bangor  04401  —Chair- 
man 

Peter  A.  Emmett,  M.D..  489  State  St.,  Bangor  04401 
Benjamin  L.  Shapero.  M.D.,  431  State  St.,  Bangor  04401 
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Edward  J Hughes,  Jr.,  M.D.,  336  Mt.  Hope  Ave.,  Bangor 
04401 

John  G.  Murray,  Jr.,  M.  D..  Blue  Hill  Mem.  Hospital,  Blue  Hill 
04614 

Committee  on  Mental  Health 

John  A.  Ordway,  M.D..  RED  #4.  Box  53.  Bangor  04401  — 
Chairman 

Paul  A.  Jones,  Sr..  M.D.,  General  Delivery,  Union  04862 
Ulrich  B Jacobsohn.  M.D.,  130  Main  Ave..  Farmingdale  04345 
Theodore  J.  Radomski.  M.D.,  P.O.  Box  856,  Augusta  Mental 
Health  Institute.  Augusta  04330 
Walter  Christie,  M.D..  Maine  Medical  Center.  Portland  04102 
Stephen  M.  Soreff,  M.D.,  Maine  Medical  Center.  Portland 
04102 

John  B Madigan,  M D..  Houlton  04730 

Paul  A.  Fichtner.  M.D..  10  Oak  Grove  Ave.,  Bath  04530 

Advisory  Committee  to  the  Pine  Tree  Society 
For  Crippled  Children  and  Adults,  Inc. 

Charles  E.  Burden.  M.D.,  1 North  St..  Bath  04530  — Chairman 
Marvin  C.  Adams,  M.D.,  52  Gilman  St..  Portland  04102 
E.  Charles  Kunkle.  M.D.,  Maine  Medical  Center,  Portland 
04102 

Maurice  Ross.  M.D.,  372  Main  St..  Saco  04072 

John  E.  Knowles.  M.D.,  52  Gilman  St..  Portland  04102 

Everett  A.  Orbeton,  M.D.,  131  Chadwick  St..  Portland  04102 

Committee  on  Rehabilitation 

JohnJ.  Lorentz.  M.D.,  Maine  Medical  Center.  Portland  04102 
— Chairman 

John  A.  Woodcock.  M.D.,  109  State  St..  Bangor  04401 
Roger  J.  P.  Robert.  M.D..  P.O.  Box  644.  Biddeford  04005 
Stephen  E.  Monaghan.  M.D..  7 Bramhall  St.,  Portland  04102 

Research  Fund  Committee 

Irving  1.  Goodof.  M.D..  Thayer  Hospital.  Waterville  04901  — 
Chairman 

Saul  R.  Polisner,  M.D.,  143  Vaughan  St.,  Portland  04102 
Richard  C.  Wadsworth,  M.D.,  489  State  St..  Bangor  04401 
Adviser 

Peter  W.  Rand,  M.D..  Dir.,  Dept,  of  Research,  Maine  Medical 
Center.  Portland  04102  (Nonmember  of  the  M.M.A.) 


School  Health  Committee 

Sidney  R.  Branson,  M.D.,  37  Main  St. , South  Windham  04082  — 
Chairman 

Marion  k.  Moulton.  M.D.,  WcM  Newfield  04095 
George  W.  Bostwick.  M.D..  P.O.  Box  388,  Newcastle  04553 
Floyd  G.  Davies.  M.D.,  2490cean  House  Rd..  Cape  Elizabeth 
04107 

Randall  H.  Silver.  M.D.,  Maine  Coast  Mem.  Hospital, 
Ellsworth  04065 

Eric  F.  Nicholas,  M.D..  Mars  Hill  04758 

Medical  Advisory  Committee  to  the  Secretary  of 
State  and  to  the  Bureau  of  Motor  Vehicles 

George  L.  Maltby,  M.D.,  31  Bramhall  St.,  Portland  04102  — 
Chairman 

Milan  A.  Chapin.  M.D..  237  Turner  St..  Auburn  04210 
Wilbur  B.  Manter,  M.D..  I Fern  St.,  Bangor  04401 
Richard  H.  Dennis.  M.D.,  325 A Kennedy  Mem.  Dr.,  Water- 
ville 04901 

Edward  K.  Morse.  M.D.,  22  White  St..  Rockland  04841 

Tumor  Registry  Committee 

Ronald  J.  Carroll.  M.D.,  180  Park  Ave.,  Portland  04102  — 
Chairman 

Alan  W.  Boone.  M.D.,  III  State  St..  Bangor  04401 
Stanley  E.  Herrick.  Jr..  M.D..  Veterans  Adm.,  Togus  04330 
Henry  J.  Wheelwright.  M.D.,  Augusta  Gen.  Hospital.  Augusta 
04330 

Stanley  C.  Beckerman.  M.D.,  175  Silver  St..  Waterville  04901 
Eugene  Beaupre.  M.D.,  Thayer  Hospital.  Waterville  04901 
(Nonmember  of  M.M.A.) 

Vascular  Advisory  Committee 

Ferris  S.  Ray.  M.D.,  7 Bramhall  St.,  Portland  04102 
David  M.  Sensenig,  M.D..  431  State  St..  Bangor  04401 
Lucien  F.  Veilleux.  M.D..  325  Kennedy  Mem.  Dr.,  Waterville 
04901 

John  A.  Root.  M.D..  22  White  St.,  Rockland  04841 
Emerson  H.  Drake.  M.D.,  19  Bramhall  St..  Portland  04102 
Richard  C.  Britton.  M.D..  Maine  Medical  Center,  Portland 
04102 


Annual  Meeting  Dates  For  Your  1976  Calendar  . . . 

Maine  Medical  Association,  June  5-8 

Treadway-Samoset,  Rockport 


American  Medical  Association,  June  26-July  1 

Dallas 


VOLUME  66.  NOVEMBER  1975 


331 


Letter  to  the  Editor 


To  the  Editor: 

In  recent  communications  to  physicians,  the  Maine  Depart- 
ment of  Health  and  Welfare  has  passed  along  information  about 
sources  of  antirabies  serum  and  vaccine. 

We  have  been  contacted  by  the  pharmacy  at  the  Maine  Medi- 
cal Center  giving  the  following  additional  in-state  sources  of 
these  products. 

This  information  is  listed  below  simply  for  the  information  and 
convenience  of  physicians  and  their  patients.  The  listing  in  no 
way  implies  endorsement  of  these  firms  by  the  Department  of 
Health  and  Welfare. 

This  office  will  continue  to  distribute  similar  information. 


through  this  publication  and  other  sources,  to  physicians  and 
other  interested  parties  in  Maine. 

Human  Rabies  Immune  Globulin:  Maine  Surgical  Supply 
Co.,  52  Marginal  Way,  Portland.  Maine  04104  (207)  772-4601. 

Antirabies  Serum:  Cook,  Everett  & Pennell,  Riverside  Indus- 
trial Park,  Portland,  Maine  04104  (207)  797-8330  and  J.  E.  Goold 
& Co..  Riverside  Industrial  Parkway,  Portland.  Maine  04104 
(207)  797-2912. 

Rabies  Vaccine:  Cook,  Everett  & Pennell,  (Same  as  above) 
and  J.  E.  Goold  & Co.,  (Same  as  above). 

Peter  J.  Leadley,  M.D. 

Director  of  Health 


NEWS.  NOTES  AND  ANNOUNCEMENTS  - Continued  from  Page  VI 


are  constantly  being  clarified  and  developed  through  research 
and  clinical  experience.  An  outstanding  faculty  of  basic  scien- 
tists and  clinicians  with  special  expertise  in  the  investigation  and 
treatment  of  depression  will  present  current  information  on  the 
nature  and  management  of  depressive  disorders.  The  two-day 
conference  will  consist  of  formal  didactic  sessions  and  an  infor- 
mal evening  session  at  which  time  conferees  and  faculty  will  be 
able  to  exchange  information  on  their  interests  and  professional 
experiences  with  varied  aspects  of  psychiatric  depression. 

Program  Director:  William  E.  Fann,  M.D. 

Accreditation 

This  Continuing  Medical  Education  offering  meets  the  criteria 
for  15'/2  hours  of  credit  in  Category  1 for  the  Physician's  Recog- 
nition Award  of  the  American  Medical  Association,  and  is  ac- 
ceptable for  \5l/2  Prescribed  hours  by  the  American  Academy  of 
Family  Physicians. 

For  further  information  contact  The  Office  of  Continuing 
Education,  Baylor  College  of  Medicine,  Texas  Medical  Center, 
Houston,  Texas  77025  (713)  790-4941. 


Mid-Winter  Virgin  Islands  Clinical  Conference 

The  First  Mid-Winter  Virgin  Islands  Clinical  Conference  will 
be  held  in  St.  Thomas,  January  29,  30,  31,  1976  by  the  U.S. 
Virgin  Islands  Medical  Society  in  association  with  The  Faculty 
of  the  University  of  Pennsylvania  School  of  Medicine. 

This  program  is  acceptable  for  14  credit  hours  in  Category  1 for 
the  Physician’s  Recognition  Award  of  the  A.M.A.,  and  will 
include  lectures  and  seminars  of  interest  to  the  physician  in 
General  Practice,  Internal  Medicine,  General  Surgery  and 
OB-Gyn. 

For  further  information,  write  AIRMAIL  to:  Harold  A. 
Hanno,  M.D.,  F.A.C.P.,  Secretary,  U.S.  Virgin  Islands  Medi- 
cal Society,  Box  1442,  St.  Thomas,  Virgin  Islands  00801. 


Postgraduate  Seminar  in  Emergency  Medicine 

ADVANCED  LIFE  SUPPORT:  THE  FOURTH  AN- 
NUAL POSTGRADUATE  SEMINAR  IN  EMERGENCY 
MEDICINE;  March  19-22,  1976;  Americana  Hotel,  Miami 
Beach,  Florida. 

Sponsored  by  the  Florida  Chapters  of  the  American  College  of 
Emergency  Physicians  and  the  Emergency  Department  Nurses 
Association. 

Fees:  $125  (ACEP),  $150  (Non-ACEP  Physician),  $75 
(EDNA),  $100  (Non-EDNA  Nurse),  $75  (Registered  EMT  — 
State  or  National),  $100  (Non-Registered  EMT).  $40  (Interns 
and  Residents  with  letter  from  Department  Head),  $100  (Ad- 
ministrators, Planners,  and  Others). 


For  further  information  contact:  Registrar,  1976  PGS,  1919 
Beachway  Road,  Suite  5-C,  Jacksonville,  Florida  32207  (904) 
399-0510. 


Course  in  Clinical  Neuro-Otolaryngology 

The  University  of  Pittsburgh  School  of  Medicine  announces 
the  Third  Course  in  Clinical  Neuro-Otolaryngology  will  be  held 
on  March  25,  26  and  27,  1976  at  the  Eye  and  Ear  Hospital  of 
Pittsburgh.  This  course  is  designed  for  the  practitioner  of 
Otorhinolaryngology  or  Neurology  and  residents  in  training,  to 
aid  in  the  understanding  of  the  various  neurological  aspects  of 
otorhinolaryngological  disorders.  The  focus  will  be  on  practical 
clinical  evaluation  and  management. 

Topics  covered  will  include  the  function,  clinical  evaluation, 
and  disorders  of  the  vestibular  system,  audition,  taste,  olfaction, 
speech,  swallowing,  and  the  facial  nerve.  There  will  be  brief 
formal  presentations.  However,  the  emphasis  will  be  on  panel 
conference-type  discussions,  with  case  presentations,  to  en- 
courage the  active  discussion  and  participation  of  the  faculty  and 
the  participants.  The  course  is  acceptable  for  AM  A credit  hours 
in  Category  1. 

Sponsored  by  the  Department  of  Otolaryngology  and  the  Di- 
vision of  Continuing  Education,  University  of  Pittsburgh. 
School  of  Medicine. 

For  further  information,  please  write  to:  Sidney  N.  Busis, 
M.D.,  Course  Director,  Eye  and  Ear  Hospital  of  Pittsburgh. 
Pittsburgh,  Pennsylvania  15213. 


Emergency 
Division  Physician 

Emergency  physician  to  practice  and  teach 
42  hours/week  in  563  bed  hospital  beginning 
December  15,  1975;  50.000  cases/year;  depart- 
mental status;  university  affiliation,  72  house 
staff;  salary  $32, 500/year  with  standard  fringes. 

Contact:  F.  Lawrence,  M.D.,  Director, 
Department  of  Emergency  Medicine,  Maine 
Medical  Center,  Portland,  Maine  04102. 
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County  Society  Notes 

Washington  Oxford 


The  regular  meeting  of  the  Washington  County  Medical  Soci- 
ety was  held  on  Monday,  April  28,  1975  at  the  Staff  Lounge, 
Down  East  Community  Hospital,  Machias.  Maine  with  seven 
members  and  guests  present. 

Discussion  of  correspondence  from  the  Maine  Medical  As- 
sociation in  regards  to  increasing  the  dues.  Considerable  discus- 
sion but  no  definitive  action  taken,  but  general  feeling  that  there 
should  be  no  great  increase  in  annual  dues.  Discussion  also  in 
changes  in  Bylaws.  Discussion  of  Sen-Cit,  Eastern  Task  Force 
on  Aging  on  their  Health  Screening;  also  a discussion  on  the 
Children  & Youth  Program  for  Washington  County.  Maine  with 
no  particular  action  taken. 

Karl  V.  Larson,  M.D.,  Secretary 


Lincoln-Sagadahoc 

The  regular  monthly  meeting  of  the  Lincoln-Sagadahoc 
County  Medical  Society  was  held  at  The  Ledges  Inn.  Wiscasset 
on  May  20.  1975,  with  thirty-seven  members  and  guests  present. 

The  business  meeting  was  called  to  order  at  8:45  p.m.  by  the 
President.  Dr.  Ralph  C.  Powell.  The  minutes  of  the  April  meet- 
ing were  accepted  as  read. 

There  was  no  old  business. 

The  application  for  membership  of  Dr.  Herbert  M.  Baganz.Jr. 
was  read  and  recommended  by  the  Board  of  Censors.  The  appli- 
cation was  unanimously  approved. 

The  secretary  read  a letter  from  the  Androscoggin  County 
Medical  Society  describing  certain  dissatisfaction  with  Maine 
Blue  Cross  and  Blue  Shield:  discussion  followed. 

Dr.  Richard  C.  Leek  described  actions  taken  in  the  State  of 
New  York  to  change  the  professional  liability  situation. 

Dr.  Robert  H.  Dixon  introduced  Dr.  Alex  J.  Norzow.  who 
described  his  recent  trip  to  Russia  and  spoke  on  Russian 
medicine. 

The  regular  September  meeting  of  the  Lincoln-Sagadahoc 
County  Medical  Society  was  held  at  The  Ledges  in  Wiscasset, 
Maine  on  Tuesday  evening,  the  16th. 

There  were  twenty-five  members  and  guest  present  for  the 
dinner  and  meeting. 

The  meeting  was  called  to  order  at  8:21  p.m.  by  the  President, 
Dr.  Ralph  C.  Powell;  the  minutes  of  the  May  meeting  were  read 
by  the  Secretary  and  accepted  as  read. 

Dr.  Powell  introduced  Dr.  Paul  H.  Dumdy,  who  presented 
Mr.  Robert  Gordon,  of  the  Merrymeeting  Alcoholic  Treatment 
Center,  in  Bowdoinham;  Mr.  Gordon  described  the  program  at 
Merrymeeting  House,  and  he  and  Dr.  Aldo  F.  Llorente  ans- 
wered many  questions. 

There  was  no  old  business.  New  business  was  introduced  by 
Dr.  Powell.  He  read  a request  from  Mrs.  Shirley  Smith  that  the 
County  Society  Medical  Auxiliary  have  dinner  with  the  Society 
every  other  month  and  have  a separate  meeting  afterward.  Dr. 
David  W.  Schall  moved  that  physicians  invite  their  wives  to 
dinner  every  other  month.  The  motion  was  seconded  and  passed. 
Dr.  Powell  then  read  a letter  from  Dr.  Bates,  in  Eastport,  advis- 
ing that  that  town  would  welcome  the  relocation  of  a physician  to 
it. 

Dr.  Robert  M.  Hassan  discussed  the  Diabetic  Detection 
Drive  to  be  held  in  November  throughout  the  State. 

Dr.  Anthony  J.  Horstman,  Delegate,  reported  that  Dr. 
Richard  C.  Leek  is  the  President-elect  of  the  M.M.A..  that  dues 
will  rise  to  two  hundred  dollars  a year  next  year,  plus  a possible 
assessment  of  up  to  one  hundred  dollars  for  a new  M.M.A. 
office.  Dr.  Leek  described  efforts  so  far  to  find  an  Assistant 
Executive  Director. 

The  meeting  was  adjourned  at  9:15  p.m. 

George  W.  Bostwick,  M.D.,  Secre tary 


The  annual  spring  meeting  of  the  Oxford  County  Medical 
Society  convened  at  the  Bethel  Inn  at  5:30  p.m. 

There  were  fourteen  members  attending  and  three  guests. 

The  meeting  was  called  to  order  by  the  President,  Dr.  Stephen 
B.  Dewing,  who  introduced  the  speaker.  James  F.  McMichael, 
President  of  Union  Mutual  Management  Corporation,  who  gave 
an  interesting  and  well-delivered  talk  on  managing  money  and  his 
company's  concept  of  Individual  Asset  Management. 

The  business  meeting  was  then  begun  and  the  minutes  of  the 
fall  meeting  were  read  and  accepted. 

Old  business:  It  was  reported  that  Drs.  Ann  S.  Bonhaus, 
Robert  S.  Bausch  and  Jerome  Dunst  had  been  accepted  into 
membership  through  individual  meetings  in  Rumford  and  Nor- 
way since  the  last  meeting. 

New  business:  A nominating  committee  was  appointed  by  the 
President.  Dr.  Stephen  Dewing  to  consist  of  Drs.  Linwood  M. 
Rowe.  Eugene  Gorayeb,  Harry  L.  Harper  and  Kenneth  G. 
Hamilton.  Letter  to  the  Society  was  read  by  President  Dewing 
from  Dr.  Fishman.  President  of  the  Androscoggin  County  Med- 
ical Association,  urging  our  support  for  their  resolution  calling 
for  a communication  of  urgency  with  respect  to  the  malpractice 
crisis.  It  was  moved,  seconded  and  passed  that  we  support  this 
resolution  unanimously.  Dr.  Albert  P.  Royal,  Jr.  brought  to  our 
attention  that  a sequence  of  unplanned  events  had  made  the 
county's  only  delegate  now  the  secretary  and  potentially  de- 
stroyed one  of  the  county's  votes  in  the  House  of  Delegates.  It 
was  suggested  that  if  the  alternate  is  not  going  to  be  able  to  attend 
the  up-coming  meeting,  to  have  an  alternate-alternate  appointed 
and  impowered  to  vote  as  a delegate.  This  will  be  done.  Dr. 
James  A.  Edmond  pointed  out  that  there  was  some  apparent 
sentiment  noted  at  a recent  Continuing  Education  Committee 
Meeting  of  the  M.M.A.  suggesting  that  perhaps  a full-time  Ex- 
ecutive Director  might  be  more  helpful  than  securing  an  assistant 
to  the  current  Executive  Director.  This  was  discussed.  Motion 
was  made,  seconded  and  passed  instructing  the  delegates  to 
support  any  activity  in  this  direction  if  they  surface  at  the  up- 
coming meeting  of  the  House  of  Delegates. 

It  was  pointed  out  by  Dr.  Harper  that  some  new  members  in 
the  Norway  area  had  not  yet  been  added  to  the  rolls  of  the 
M.M.A.  and  received  their  mailings.  The  secretary  apologized 
for  this  and  assured  membership  that  he  would  take  care  of  the 
matter. 

Our  guest.  Dr.  H.  Carl  Amrein  from  the  Executive  Council 
answered  a few  questions  and  made  some  comments  to  points  of 
interest  from  the  Executive  Council  level. 

Dr.  Walter  G.  Dixon  introduced  his  guest,  Dr.  Victor  M. 
Parisien  of  Lewiston,  who  is  also  actively  involved  in  or- 
thopedics at  the  Stephens  Memorial  Hospital. 

After  deciding  to  hold  the  next  meeting  in  October,  at  a time 
and  place  to  be  decided,  the  membership  adjourned  to  dinner. 

David  L.  Phillips,  M.D ..  Secretary 


Cumberland 

The  Executive  Committee  of  the  Cumberland  County  Medical 
Society  met  at  the  Mercy  Hospital  in  Portland.  Maine  on  July  8, 
1975. 

Members  present:  Drs.  Robert  E.  McAfee.  President;  Wesley 
J.  English,  Secretary-Treasurer;  Walter  B.  Goldfarb,  Vice- 
President:  Harry  A.  Bliss  and  Douglas  R.  Hill.  Guest  present: 
Dr.  Stuart  W.  McGuire. 

1 . As  noted  above,  all  members  present  except  Dr.  Ronald  J . 
Carroll. 

2.  Dr.  McGuire  reported  arrangements  being  finalized  for 
annual  outing  on  Thursday,  September  18,  1975  at  the 
Homewood  Inn.  Cost  includes  $125.00  for  use  of  the  premises. 
There  will  be  a cash  bar.  and  there  will  be  a choice  of  lobster  or 
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steak.  Beer  will  cost  $16.00  a case. 

3.  Report  of  the  Maine  Medical  Association  Meeting  in 
Rockport,  Maine  June  14-15,  1975  — Dr.  Douglas  R.  Hill: 

A.  Each  county  should  appoint  a Legislative  Action  Commit- 
tee. 

B.  Each  county  should  appoint  a Mental  Health  Committee. 

C.  Report  on  Pineland  Hospital  — Mental  Health  Committee 
charged  with  responsibility  to  visit  Pineland  and  make 
report. 

D.  Progress  on  new  Assistant  Executive  Director.  County 
dues  increased  to  $200.00  per  year  to  support  an  Assistant 
Executive  Director.  Dr.  Hanley  and  Dr.  Leek  to  interview 
candidates.  Space  is  a problem  since  there  is  no  further 
room  in  the  Bowdoin  infirmary  to  expand. 

E.  Malpractice  — Dr.  Kittredge  our  State  representative  to  a 
national  conference. 

F.  Next  year  there  will  be  more  emphasis  on  educational 
courses  for  doctors  at  the  annual  meeting. 

4.  Malpractice  — Report  by  Dr.  McAfee: 

A.  The  insurance  commissioner  of  the  State  of  Maine  au- 
thorized to  organize  a joint  underwriting  commission  to 
provide  insurance  to  those  with  no  insurance. 

B.  Blue  Ribbon  Commission  appointed  to  suggest  changes  in 
malpractice  procedure  (changes  we  would  like  to  see  in- 
volve: 1)  change  in  the  statute  of  limitations,  2)  a sliding 
contingency  fee  scale,  3)  limit  of  liability  to  $ 100,000,  and  4) 
reporting  of  all  successful  suits  to  the  Board  of  Registration 
in  Medicine).  This  Commission  will  not  be  meeting  before 
October  of  1975. 

C.  The  AMA  is  to  form  a Reinsurance  Company  to  supply 
umbrella  coverage. 

5.  Report  of  the  AMA  — Dr.  McAfee: 

A.  Dues  are  going  up. 

B.  A lot  more  aggressiveness  noted  in  the  meeting  of  the 
House  of  Representatives. 

C.  Elections  — The  new  president  is  to  be  Dr.  Sodeman,  a 
pathologist. 

D.  Dr.  McAfee  described  the  official  policy  on  strikes. 

E.  The  Fall  meeting  will  be  held  in  Honolulu. 

6.  A letter  was  received  from  Dr.  A.  Dewey  Richards,  re- 
questing transfer  of  his  membership  from  the  Cumberland 
County  Medical  Society  to  Penobscot  County  Medical  Society. 

7.  Report  on  Primary  Care  Facility  — Dr.  Bliss: 

A.  A Board  of  Corporators  has  been  formed. 

B.  Estimates  of  cost  have  been  made. 

C.  An  endorsement  needed  from  the  Cumberland  County 
Medical  Society.  (This  endorsement  is  provided  by  letter 
and  authorized  by  the  Executive  Committee  this  date). 

8.  Unfinished  business  — Resolution  on  death  of  Dr. 
Douphinett  tabled.  To  be  read  at  October  meeting. 

9.  The  meeting  adjourned  at  approximately  8:00  p.m. 

Wesley  J.  English,  M.D.,  Secretary-Treasurer 


Kennebec 

The  Council  of  the  Kennebec  County  Medical  Association 
met  at  The  Holiday  Inn  in  Augusta,  Maine  at  7:00  p.m.  on 
September  11,  1975.  In  attendance  were  the  President,  Dr. 
Joseph  J.  Hiebel,  the  Vice-President,  Dr.  James  C.  Hayes;  the 
Secretary,  Dr.  Oscar  T.  Feagin:  Councillors,  Dr.  Richard  E. 
Barron  and  Dr.  Valentine  J.  Moore;  and  member  of  the  Execu- 
tive Committee  of  the  Maine  Medical  Association,  Dr.  Richard 
T.  Chamberlin. 

The  first  portion  of  the  meeting  was  given  over  to  relatively 
routine  business.  The  applications  of  Dr.  Nancy  Coyne  and  Dr. 
Robert  Day  were  approved.  The  transfer  of  Dr.  Daniel  Storer  to 
the  Kennebec  County  Medical  Association  was  approved.  Res- 
ignations of  Drs.  Ralph  G.  Bennett.  Jr.  and  James  C.  Wren  were 
accepted.  A communication  from  Mrs.  Bergeron  of  the  Maine 
Medical  Association  concerning  delayed  payment  of  dues  by  Dr. 


James  Butler  was  read.  It  was  decided  that  the  bylaws  state  that 
full  membership  is  completed  upon  payment  of  dues.  Dr.  Butler 
did  not  request  affiliate  membership  for  any  particular  reason, 
and  it  was  the  consensus  of  the  Council,  since  he  had  not  paid  his 
dues,  he  was  not  a full  member  at  this  time.  He  is  to  be  informed 
of  this  fact. 

Several  communications  were  read  and  discussed.  First,  was  a 
letter  from  a Citizens  Commission  on  Human  Rights  offering 
amnesty  to  members  of  the  Association  who  agree  to  confess  to 
crimes  against  mental  patients.  This  is  to  be  filed.  Dr.  John 
Reynolds  notified  the  Association  of  the  death  of  his  father.  Dr. 
Ralph  Reynolds.  Dr.  Hiebel  is  to  arrange  for  a memorial  resolu- 
tion. Correspondence  between  Dr.  Hiebel,  Dr.  Hanbury  and 
Dr.  Ordway  regarding  Mental  Health  Committees  was  read.  It 
was  felt  that  as  the  Kennebec  County  Medical  Association  in- 
cludes the  staff  members  of  the  Augusta  Mental  Health  Institute, 
the  County  Association  as  such  does  not  need  to  have  any 
Mental  Health  Committee.  A letter  from  a patient  in  Randolph 
registering  a complaint  about  one  of  our  members  was  read.  It 
was  felt  by  the  Council  that  he  did  not  act  on  an  unethical  or 
unprofessional  fashion,  and  that  the  major  problem  was  a com- 
munication failure.  No  action  is  to  be  taken.  A letter  from  the 
American  Medical  Association  in  regard  to  dues  structure  was 
read.  A letter  from  the  Secretary  of  HEW  designating  the  Pine 
Tree  Organization  as  a PSRO  agency  for  the  State  was  read  and 
filed. 

New  Business:  Dr.  Feagin  raised  a question  of  a letter  to  the 
complaint  column  of  the  Kennebec  Journal  about  physicians' 
fees  and  asked  whether  the  County  Association  should  respond 
to  such  letters  in  any  way.  A vigorous  discussion  of  the  public 
relations  of  the  medical  profession  with  the  public,  was  then  held. 
It  was  decided  that  the  County  Association  might  explore  with 
some  public  relations  expert  whether  or  not  a public  relations 
campaign  was  in  order  to  attempt  to  inform  the  members  of  the 
public  about  the  nature  of  physicians'  fees,  services,  tasks  and 
obligations.  Dr.  Feagin  volunteered  to  write  a response  to  the  KJ 
about  the  letter  that  was  in  the  paper. 

Dr.  Hiebel  stated  his  intention  to  appoint  Dr.  Joseph  Craw- 
ford of  Augusta  as  a Kennebec  Council  Society  Member  of  the 
Insurance  Committee  of  the  Maine  Medical  Association.  Con- 
siderable discussion  was  devoted  to  the  matter  of  the  bylaws 
which  have  been  hanging  fire  since  1973.  The  changes  in  the 
bylaws  were  presented  to  the  Council  and  a difficulty  with  discip- 
linary procedures  still  exist.  Dr.  Chamberlin  states  that  he  would 
check  with  Dr.  Hanley  as  to  what  happened  about  this  matter, 
and  it  was  surmised  that  there  was  a legal  opinion  about  the 
nature  of  the  disciplinary  procedures. 

Finally,  the  Fall  programs  were  discussed.  Several  possible 
programs  were  mentioned  and  Dr.  Feagin  will  arrange  for  them. 
Dr.  Chamberlin  presented  the  recent  deliberations  of  the  Execu- 
tive Committee  of  the  Maine  Medical  Association.  He  men- 
tioned nine  items  which  were  of  current  importance:  1)  The 
question  of  improving  communication  between  the  profession 
and  the  legislature  and  how  to  inform  the  physicians  what  was 
happening  in  the  State  House,  2)  Dr.  Hanley's  recommendations 
to  physicians  as  to  what  procedure  to  follow  if  an  insurance 
company  threatened  to  drop  a physician's  malpractice  coverage. 
3)  The  State  Malpractice  Commission.  Dr.  Chamberlin  stated 
that  Dr.  Kittredge  and  Dr.  Reynolds  had  been  appointed  to  this 
Commission,  4)  Changes  in  the  budget  and  dues  of  the  Maine 
Medical  Association,  5)  The  question  of  an  assistant  to  Dr. 
Hanley,  6)  The  current  status  of  Health  Manpower  Bill,  7)  The 
current  status  of  the  Health  Services  Agency  situation.  8)  The 
recent  court  decision  which  puts  in  serious  doubt  the  legality  of 
one  man  corporations,  and  9)  The  fact  that  the  Executive  Com- 
mittee had  reaffirmed  its  support  of  the  Medical  School  and  what 
the  recently  formed  Commission  was  up  to.  The  Council  ad- 
journed at  approximately  10:30  p.m.,  in  preparation  for  the  full 
meeting  of  the  Association  the  following  week. 

Oscar  T.  Feagin,  M.D..  Secretary 
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According  to  her  major 
symptoms,  she  is  a psychoneu- 
rotic patient  with  severe 
anxiety.  But  according  to  the 
description  she  gives  of  her 
feelings,  part  of  the  problem 
may  sound  like  depression. 

This  is  because  her  problem, 
although  primarily  one  of  ex- 
cessive anxiety,  is  often  accom- 
panied by  depressive  symptom- 
atology. Valium  (diazepam) 
can  provide  relief  for  both— as 
the  excessive  anxiety  is  re- 
lieved, the  depressive  symp- 
toms associated  w ith  it  are  also 
often  relieved. 

There  are  other  advan- 
tages in  using  Valium  for  the 
management  of  psychoneu- 
rotic anxiety  with  secondary 
depressive  symptoms:  the 
psychotherapeutic  effect  of 
Valium  is  pronounced  and 
rapid.  This  means  that  im- 
provement is  usually  apparent 


in  the  patient  within  a few 
days  rather  than  in  a week  or 
two.  although  it  may  take 
longer  in  some  patients.  In  ad- 
dition, Valium  (diazepam)  is 
generally  well  tolerated;  as 
w ith  most  CNS-acting  agents, 
caution  patients  against  haz- 
ardous occupations  requiring 
complete  mental  alertness. 

Also,  because  the  psycho- 
neurotic patient's  symptoms 
are  often  intensified  at  bed- 
time, Valium  can  offer  an  addi- 
tional benefit.  An  It.s.  dose 
added  to  the  b.i.d.  or  t.i.d. 
treatment  regimen  can  relieve 
the  excessive  anxiety  and  asso- 
ciated depressive  symptoms 
and  thus  encourage  a more 
restful  night’s  sleep. 


Valium 

(diazepam)  ^ 

2-mg,  5-mg,  10-mg  scored  tablets 


in  psychoneurotic 
anxiety  states 
with  associated 
depressive  symptoms 


surveillance  because  of  their  predisposi- 
tion to  habituation  and  dependence.  In 
pregnancy,  lactation  or  women  of  child- 
bearing age,  weigh  potential  benefit 
against  possible  hazard. 

Precautions:  If  combined  with  other  psy- 
chotropics or  anticonvulsants,  consider 
carefully  pharmacology  of  agents  em- 
ployed; drugs  such  as  phenothiazines, 
narcotics,  barbiturates,  MAO  inhibitors 
and  other  antidepressants  may  potentiate 
its  action.  Usual  precautions  indicated  in 
patients  severely  depressed,  or  with  latent 
depression,  or  with  suicidal  tendencies. 


Observe  usual  precautions  in  impaired 
renal  or  hepatic  function.  Limit  dosage  to 
smallest  effective  amount  in  elderly  and 
debilitated  to  preclude  ataxia  or  over- 
sedation. 

Side  Effects:  Drowsiness,  confusion,  diplo- 
pia, hypotension,  changes  in  libido,  nausea, 
fatigue,  depression,  dysarthria,  jaundice, 
skin  rash,  ataxia,  constipation,  headache, 
incontinence,  changes  in  salivation, 
slurred  speech,  tremor,  vertigo,  urinary 
retention,  blurred  vision.  Paradoxical  re- 
actions such  as  acute  hyperexcited  states, 
anxiety,  hallucinations,  increased  muscle 


spasticity,  insomnia,  rage,  sleep  disturb- 
ances, stimulation  have  been  reported; 
should  these  occur,  discontinue  drug.  Iso- 
lated reports  of  neutropenia,  jaundice; 
periodic  blood  counts  and  liver  function 
tests  advisable  during  long-term  therapy. 


Roche  Laboratories 

Division  of  Hoffmann-La  Roche  Inc. 

Nutley,  New  Jersey  07110 
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Left  Ventricular  Aneurysm  in  a Patient  With 
Normal  Coronary  Arteries  and  No  History 
of  Myocardial  Infarction 

Joe  R.  Wise,  Jr.,  M.D.  and  James  K.  Conrad,  M.D. 


Abstract 

A 36-year-old  man  with  recurrent  systemic  em- 
boli and  no  history  of  myocardial  infarction  was 
found  to  have  clinical  signs  of  left  ventricular  aneu- 
rysm. Cardiac  catheterization  revealed  normal 
coronary  arteries  and  a large  dyskinetic  area  of  the 
anterior  and  apical  portion  of  the  left  ventricle. 

Aneurysm  of  the  left  ventricle  is  usually  the  result 
of  transmural  myocardial  infarction  and  is  almost 
invariably  associated  with  demonstrable  coronary 
artery  disease.1  Other  less  frequent  causes  of  left 
ventricular  aneurysm  include  sarcoidosis,2  syphi- 
lis,3 fungus  disease,3  rheumatic  fever,3  chest 
trauma,4  Chagas  disease,3  congenital  defects.6-10 
The  purpose  of  this  report  is  to  describe  the  occur- 
rence of  a left  ventricular  aneurysm  in  a 36- year-old 
man  with  normal  coronary  arteriograms  and  no 
history  of  myocardial  infarction.  The  etiology  of 
this  aneurysm  remains  undetermined. 

Case  Report 

N.C.,  a thirty-one-year-old  man.  was  well  and  active  until 
1971  when  he  developed  claudication,  and  subsequently  gan- 
grenous skin  changes  over  the  dorsum  of  the  right  foot  and 
toes.  Arteriogram  showed  occlusion  of  the  femoral  artery  on  the 
right  at  the  level  of  Hunter's  canal  and  occlusion  of  the  popliteal 
artery  on  the  left.  A diagnosis  of  Burger's  disease  was  made  and 
right  lumbar  sympathectomy  was  performed.  The  skin  lesions 
healed  but  stable  claudication  persisted  in  the  right  leg.  In  June 
1974.  he  was  hospitalized  at  the  Eastern  Maine  Medical  Center 
following  a sudden  episode  of  confusion  and  aphasia.  He  denied 

From  the  Cardiac  Section  of  the  Medical  Service.  Eastern 
Maine  Medical  Center.  Bangor.  Maine  04401. 


cardiovascular  symptoms.  His  blood  pressure  had  been  normal 
and  there  was  no  family  history  of  cardiovascular  disease.  Prior 
to  1971.  he  smoked  cigarettes. 

At  the  time  of  admission,  the  blood  pressure  was  140/80.  He 
was  moderately  obese.  The  jugular  venous  pressure  was  not 
raised  and  the  carotid  pulsations  were  normal.  The  chest  was 
clear.  The  left  ventricular  impulse  was  abnormally  sustained  and 
displaced  laterally.  The  first  and  second  heart  sounds  were  nor- 
mal. a third  heart  sound  was  present  and  no  murmurs  were  heard. 
The  femoral  pulses  were  present  but  decreased  on  the  right.  No 
pulses  were  palpable  in  the  right  foot.  There  was  a faint  posterior 
tibial  pulse  on  the  left.  No  ischemic  skin  changes  were  noted. 
Neurologic  examination  was  within  normal  limits  except  for  mild 
aphasia  and  confusion  which  spontaneously  improved  during  his 
hospital  stay.  Complete  blood  count,  urinalysis,  blood  urea  nit- 
rogen. cholesterol,  triglyceride  and  blood  sugar  were  all  normal. 
Brain  scan  revealed  an  area  of  abnormally  increased  uptake  on 
the  left  occipital  region  and  cerebral  arteriogram  showed  eleva- 
tion of  the  posterior  branches  of  the  middle  cerebral  artery. 
Other  studies  included  a negative  LE  prep,  sedimentation  rate  of 
5 and  normal  serum  electrophoresis.  Cryoglobulins  and  macro- 
globulins were  not  present.  The  chest  x-ray  showed  normal  heart 
size  and  clear  lungs.  The  electrocardiogram  showed  a qR  in  leads 
II,  III.  AVF  and  V-4  through  V-6  and  was  similar  to  the  tracing 
of  1971  (Fig.  1).  The  echocardiogram  did  not  show  any  evidence 
of  atrial  myxoma.  Cardiac  catheterization  on  8/6/74  showed 
normal  coronary  arteries  (Fig.  2).  The  left  ventricular  end  dias- 
tolic pressure  was  15  mm  Hg.  and  there  was  an  extensive  area  of 
dyskinesis  involving  the  anterior  left  ventricular  apex  (Fig.  3). 
No  mitral  regurgitation  was  seen.  The  ejection  fraction  was  509F 
Oral  anticoagulants  were  begun  and  he  was  discharged  to  be 
followed  as  an  out-patient. 

Discussion 

A variety  of  syndromes  previously  attributed  to 
coronary  artery  disease  have  been  described  in  pa- 
tients with  angiographically  normal  coronary  artery 
anatomy.  An  increasingly  large  group  of  patients 
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Fig.  1 . Electrocardiogram  June  1974  showing  Q waves  in  the  in- 
ferior and  lateral  leads. 

with  clinically  typical  angina  pectoris  have  been 
found  to  have  normal  coronary  arteriograms.  " 2IA 
few  patients  with  normal  arteriograms  have  had 
myocardial  infarction22  29  and  in  some  post-mortem 
examination  has  not  shown  any  coronary  artery 
disease.28  30 

Several  explanations  have  been  offered  for  these 
apparently  contradictory  occurrences.  Ensente  re- 
ported apparent  regression  of  coronary  artery  dis- 
ease in  two  patients  studied  with  serial  coronary 
arteriography  over  a period  of  one  year  and  suggests 
that  hemorrhage  into  an  arteriosclerotic  plaque  with 
subsequent  partial  resolution  might  account  for  the 
findings  in  these  patients.31 

Coronary  artery  spasm,  long  suspected  as  a cause 
for  myocardial  ischemia,  has  been  demonstrated 
angiographically  in  some  patients  with  angina  pec- 
toris.32 34  This  spasm  is  thought  to  be  transient;  how- 
ever, Cheng  described  an  instance  of  acute  myo- 
cardial infarction  which  apparently  resulted  from 
coronary  artery  spasm  occurring  at  the  time  of 
coronary  arteriography.27 

Obstruction  of  a coronary  artery  due  to  thrombo- 
sis or  embolism  with  subsequent  lysis  could  explain 
the  occurrence  of  myocardial  infarction  in  patients 
with  a normal  coronary  arteriogram.35  Brauschke 
described  one  patient  followed  with  serial  arterio- 
grams who  apparently  recanalized  an  obstructed 
vessel  following  myocardial  infarction. 30 

Disease  of  vessels  too  small  to  be  demonstrated 
angiographically  may  cause  myocardial  damage  in 
some  patients  with  apparently  normal  coronary 
arteries.37'38  Arteriolar  abnormalities  have  been 
found  in  biopsy  specimens  taken  from  the  right  ven- 
tricular apex  and  septum  in  a small  group  of  patients 
with  clinical  evidence  of  coronary  artery  disease 
and  normal  arteriograms.37  Areas  of  myocardial 


scarring  and  degeneration  have  been  seen  in  asso- 
ciation with  small  vessel  disease,38  but  it  seems  un- 
likely that  occlusion  of  small  vessels  would  result 
in  focal  transmural  myocardial  infarction  and 
aneurysm  formation  and  there  are  no  reports  of  this 
type  in  the  literature. 

In  some  patients  myocardial  ischemia  and  necro- 
sis in  the  presence  of  normal  coronary  arteries  has 
been  associated  with  abnormalities  of  hemoglobin- 
oxygen  dissociation,15  but  this  has  been  an  infre- 
quent finding  and  the  significance  of  this  association 
is  not  clear.3'1  Congenital  aneurysms  of  the  left  ven- 
tricle have  been  described.  Most  of  these  patients 
have  been  Negroes  and  most  aneurysms  have  been 
found  in  the  subvalar  region  of  the  left  ventricle 
though  apical  aneurysms  have  been  reported.10 

Segmental  areas  of  left  ventricular  dysfunction 
have  been  described  in  patients  with  transmural 
myocardial  infarction  and  normal  coronary  arteries 
and,  though  unusual,  ventricular  aneurysm  has  been 
reported  in  these  circumstances.29  31 36-4M2  One  of 
Esente’s  patients  with  ventricular  aneurysm  and 
normal  coronary  arteries  did  not  have  a history  of 
myocardial  infarction  and  in  that  respect  resembles 
the  patient  described  here.  Maloy  described  a young 
woman  with  a large  apical  aneurysm  who  had  re- 
current ventricular  arrhythmias  and  episodes  of 
chest  pain.  No  myocardial  infarction  was  docu- 
mented and  at  autopsy  the  coronary  arteries  were 
normal.40 

Although  regional  left  ventricular  wall  abnormal- 
ities are  usually  considered  to  be  a sign  of  ischemic 
heart  disease,  abnormal  left  ventricular  contraction 
patterns  have  been  described  in  patients  with  pri- 
mary myocardial  disease.  Kreulen,  et  al  studied  34 
patients  with  cardiomyopathy  and  were  able  to 
divide  these  patients  into  three  groups  based  on 
their  left  ventriculogram.43  Ten  patients  (group 
III-B)  had  segmental  areas  of  asynergy  similar  in 
appearance  and  distribution  to  those  found  in  pa- 
tients with  coronary  artery  disease.  These  authors 
suggested  that  coronary  artery  emboli  or  endo- 
myocardial fibrosis  might  be  responsible  for  these 
localized  areas  of  left  ventricular  dysfunction  in 
these  patients  with  what  is  assumed  to  be  a diffuse 
myocardial  process.  The  segmental  left  ventricular 
contraction  abnormalities  found  in  some  patients 
with  mitral  valve  prolapse,  often  associated  with 
ventricular  arrhythmias  and  left  ventricular  hyper- 
trophy, may  be  due  to  some  form  of  cardiomyo- 
pathy.44 

Which  of  these  factors  was  responsible  for  the 
aneurysm  in  the  patient  described  above  is  not 
known.  The  aneurysm  may  be  a congenital  muscu- 
lar defect  or,  less  likely,  the  result  of  small  vessel 
disease.  An  alternate  explanation  is  that  the 
aneurysm  in  this  case  is  the  result  of  some  form  of 
cardiomyopathy.  Although  areas  of  dyskinesis  or 
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Fig.  2.  Selective  coronary  arteriograms  showing  normal  left  and  right  coronary  arteries. 


Fig.  3.  End-diastolic  and  end-systolic  frames  of  the  left  ventricular  cine-angiogram  showing  a large  left  ventricular  aneurysm.  The  filling 
defects  most  apparent  in  the  end-systolic  frame  may  represent  mural  thrombus. 


aneurysm  are  not  usually  seen  in  patients  with 
cardiomyopathy,  it  may  be  that  a non-contractile, 
myopathic  segment  might  become  aneurysmally 
dilated  such  as  areas  of  infarcted  myocardium 
appear  to  do. 
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Each  capsule  contains  50  mg. 
of  Dyrenium®  (triamterene,  SK&F) 
and  25  mg.  of  hydrochlorothiazide. 


TRIAMTERENE  CONSERVES  POTASSIUM 
WHILE  HYDROCHLOROTHIAZIDE 
LOWERS  BLOOD  PRESSURE 

FOR  LONG-TERM  CONTROL 

OF  HYPERTENSION*  Serum  K+  and  BUN  should  be  checked  periodically.  (See  Warnings  Section.) 


Before  prescribing,  see  complete  prescribing  in- 
formation in  SK&F  literature  or  PDR  The  fol- 
lowing is  a brief  summary. 


* 


Warning 

This  fixed  combination  drug  is  not  indi- 
cated for  initial  therapy  of  edema  or  hyper- 
tension. Edema  or  hypertension  requires 
therapy  titrated  to  the  individual  patient.  If 
the  fixed  combination  represents  the  dosage 
so  determined,  its  use  may  be  more  convenient 
in  patient  management.  The  treatment  of 
hypertension  and  edema  is  not  static,  but 
must  be  reevaluated  as  conditions  in  each 
patient  warrant. 


* Indications:  Edema  That  associated  with  con- 
gestive heart  failure,  cirrhosis  of  the  liver,  the 
nephrotic  syndrome;  steroid-induced  and  idio- 
pathic edema;  edema  resistant  to  other  diuretic 
therapy.  Mild  to  moderate  hypertension:  Useful- 
ness of  the  triamterene  component  is  limited  to 
its  potassium-sparing  effect. 

Contraindications:  Pre-existing  elevated  serum 
potassium.  Hypersensitivity  to  either  component. 
Continued  use  in  progressive  renal  or  hepatic 
dysfunction  or  developing  hyperkalemia. 


Warnings:  Do  not  use  dietary  potassium  supple- 
ments or  potassium  salts  unless  hypokalemia 
develops  or  dietary  potassium  intake  is  markedly 
impaired.  Enteric-coated  potassium  salts  may 
cause  small  bowel  stenosis  with  or  without 
ulceration.  Hyperkalemia  (>5.4  mEq/L)  has 


been  reported  in  4%  of  patients  under  60  years, 
in  12%  of  patients  over  60  years,  and  in  less  than 
8%  of  patients  overall.  Rarely,  cases  have  been 
associated  with  cardiac  irregularities.  Accord- 
ingly, check  serum  potassium  during  therapy, 
particularly  in  patients  with  suspected  or  con- 
firmed renal  insufficiency  (e.g.,  elderly  or  dia- 
betics). If  hyperkalemia  develops,  substitute  a 
thiazide  alone.  If  spironolactone  is  used  con- 
comitantly with  ‘Dyazide’,  check  serum  potas- 
sium frequently —both  can  cause  potassium 
retention  and  sometimes  hyperkalemia.  Two 
deaths  have  been  reported  in  patients  on  such 
combined  therapy  (in  one,  recommended  dosage 
was  exceeded;  in  the  other,  serum  electrolytes 
were  not  properly  monitored).  Observe  patients 
on  ‘Dyazide'  regularly  for  possible  blood 
dyscrasias,  liver  damage  or  other  idiosyncratic 
reactions.  Blood  dyscrasias  have  been  reported 
in  patients  receiving  Dyrenium  (triamterene, 
SK&F).  Rarely,  leukopenia,  thrombocytopenia, 
agranulocytosis,  and  aplastic  anemia  have  been 
reported  with  the  thiazides.  Watch  for  signs  of 
impending,  coma  in  acutely  ill  cirrhotics.  Thia- 
zides are  reported  to  cross  the  placental  barrier 
and  appear  in  breast  milk.  This  may  result  in 
fetal  or  neonatal  hyperbilirubinemia,  thrombo- 
cytopenia, altered  carbohydrate  metabolism  and 
possibly  other  adverse  reactions  that  have  oc- 
curred in  the  adult.  When  used  during  pregnancy 
or  in  women  who  might  bear  children,  weigh 
potential  benefits  against  possible  hazards  to 
fetus. 

Precautions:  Do  periodic  serum  electrolyte  and 


BUN  determinations.  Do  periodic  hematologic 
studies  in  cirrhotics  with  splenomegaly.  Anti- 
hypertensive effects  may  be  enhanced  in  post- 
sympathectomy patients.  The  following  may 
occur:  hyperuricemia  and  gout,  reversible  nitrogen 
retention,  decreasing  alkali  reserve  with  possible 
metabolic  acidosis,  hyperglycemia  and  glycosuria 
(diabetic  insulin  requirements  may  be  altered), 
digitalis  intoxication  (in  hypokalemia).  Use 
cautiously  in  surgical  patients.  Concomitant  use 
with  antihypertensive  agents  may  result  in  an 
additive  hypotensive  effect.  ‘Dyazide’  interferes 
with  fluorescent  measurement  of  quinidine. 
Adverse  Reactions:  Muscle  cramps,  weakness, 
dizziness,  headache,  dry  mouth;  anaphylaxis; 
rash,  urticaria,  photosensitivity,  purpura,  other 
dermatological  conditions;  nausea  and  vomiting 
(may  indicate  electrolyte  imbalance),  diarrhea, 
constipation,  other  gastrointestinal  disturbances. 
Necrotizing  vasculitis,  paresthesias,  icterus, 
pancreatitis,  xanthopsia  and,  rarely,  allergic 
pneumonitis  have  occurred  with  thiazides  alone. 
Supplied:  Bottles  of  100  capsules;  in  Single  Unit 
Packages  of  100  (intended  for  institutional  use 
only). 
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the  “empty  nest  syndrome’’ 


TRIAVIL 

containing  perphenazine  and  amitriptyline  I1CI 
a tranquilizer-antidepressant 

for  depression 
with  moderate  anxiety 


in  many  cases  a result  of  the  “empty  nest  syndrome” 


The  mid-life  crisis:  a critical  crossroad 

Preparation  for  change— intellectually,  vocationally  (or 
avocationally),  and  emotionally— can  often  help  the  meno- 
pausal-aged woman  cope  successfully  with  a new  and  dif- 
ferent role  after  the  children  are  grown  and  gone.  Even 
when  these  changes  have  been  anticipated  and  prepared 
for,  a mid-life  depression  with  moderate  anxiety  is  not 
uncommon— a syndrome  often  uncontrolled  by  counsel- 
ing or  other  appropriate  measures  and  for  which  specific 
medication  may  be  required. 


Advantages  of  the  two  components 
in  TRIAVIL  taken  together 

A single  tablet  containing  both  an  antidepressant  and  a 
tranquilizer  encourages  patients  to  take  medication  prop- 
erly and  reduces  the  risk  of  dosage  confusion  and  error. 
Cost  of  therapy  to  the  patient  is  usually  less.  To  date,  clini- 
cal evaluations  have  revealed  no  undesirable  reactions 
peculiar  to  the  combination.  Tablets  TRIAVIL  are  available 
in  four  different  combinations  affording  flexibility  and 
individualized  dosage  adjustment. 


When  depression 

with  moderate  anxiety  persists, 

TRIAVIL  can  often  help 

TRIAVIL  provides  a highly  effective  antidepressant  and 
tranquilizer  for  symptomatic  relief  of  both  depression  and 
coexisting  moderate  anxiety.  The  patient  may  be  able  to 
function  more  effectively  in  her  daily  life. 

Many  symptoms  associated  with  depression  and  anxiety 
such  as  insomnia,  fatigue,  anorexia,  and  functional  G.I. 
complaints,  are  frequently  alleviated.  More  complete 
symptomatic  relief  is  usually  afforded  than  with  an  anti- 
depressant or  a tranquilizer  alone.  In  fact,  when  anxiety 
masks  the  depressive  state,  treatment  with  just  a tran- 
quilizer may  deepen  the  depression  and  delay  symptom- 
atic improvement. 


Treatment  with  TRIAVIL— a balanced  view 

Contraindicated  in  CNS  depression  from  drugs;  in  the 
presence  of  evidence  of  bone  marrow  depression;  and  in 
patients  hypersensitive  to  phenothiazines  or  amitriptyline. 
Should  not  be  used  during  the  acute  recovery  phase  follow- 
ing myocardial  infarction  or  in  patients  who  have  received 
an  MAOI  within  two  weeks.  Patients  with  cardiovascular 
disorders  should  be  watched  closely.  Not  recommended  in 
children  or  during  pregnancy.  The  drug  may  impair  mental 
or  physical  abilities  required  in  the  performance  of  hazard- 
ous tasks  and  may  enhance  the  response  to  alcohol. 
Antiemetic  effect  may  obscure  toxicity  due  to  other  drugs 
or  mask  other  disorders.  Since  suicide  is  a possibility  in 
any  depressive  illness,  patients  should  not  have  access  to 
large  quantities  of  the  drug.  Hospitalize  as  soon  as  possible 
any  patient  suspected  of  having  taken  an  overdose.  MSD 


For  additional  prescribing  information,  please  turn  to  the  following  page. 


for  highly  effective  relief 
of  depression  with  moderate  anxiety 

TRWIL 

containing  perphenazine  and  amitriptyline  HC1 
a tranquilizer-antidepressant 

Available: 

TRIAVIL®  2-25:  Each  tablet  contains 
2 mg  perphenazine  and  25  mg  amitriptyline  HCI 

TRIAVIL®  2-10:  Each  tablet  contains 
2 mg  perphenazine  and  10  mg  amitriptyline  HCI 

TRIAVIL®  4-25:  Each  tablet  contains 
4 mg  perphenazine  and  25  mg  amitriptyline  HCI 

TRIAVIL®  4-10:  Each  tablet  contains 
4 mg  perphenazine  and  10  mg  amitriptyline  HCI 

INITIAL  THERAPY  FOR  MANY  PATIENTS 

TRIAVIL®  2-25  (or  TRIAVIL®  4-25)  t.i.d.  orq.i.d 

FOR  FLEXIBILITY  IN  ADJUSTING  MAINTENANCE  THERAPY 

TRIAVIL®  2-10  (or  TRIAVIL®  4-10) 

CONTRAINDICATIONS:  Central  nervous  system  depression  from 
drugs  (barbiturates,  alcohol,  narcotics,  analgesics,  antihistamines); 
bone  marrow  depression;  known  hypersensitivity  to  phenothiazines  or 
amitriptyline  Do  not  give  concomitantly  with  MAOI  drugs  because 
hyperpyretic  crises,  severe  convulsions,  and  deaths  have  occurred 
from  such  combinations.  Allow  minimum  of  14  days  between  thera- 
pies, then  initiate  therapy  with  TRIAVIL  cautiously,  with  gradual 
increase  in  dosage  until  optimum  response  is  achieved.  Not  recom- 
mended for  use  during  acute  recovery  phase  following  myocardial 
infarction. 

WARNINGS:  TRIAVIL  should  not  be  given  with  guanethidine  or  simi- 
larly acting  compounds.  Use  cautiously  in  patients  with  history  of 
urinary  retention,  angle-closure  glaucoma,  increased  intraocular 
pressure,  or  convulsive  disorders.  In  patients  with  angle-closure  glau- 
coma, even  average  doses  may  precipitate  an  attack.  Patients  with 
cardiovascular  disorders  should  be  watched  closely.  Tricyclic  antide- 
pressants, including  amitriptyline  HCI,  particularly  in  high  doses,  have 
been  reported  to  produce  arrhythmias,  sinus  tachycardia,  and 
prolongation  of  conduction  time.  Myocardial  infarction  and  stroke 
have  been  reported  with  tricyclic  antidepressant  drugs.  Close  super- 
vision is  required  for  hyperthyroid  patients  or  those  receiving  thyroid 
medication  Caution  patients  performing  hazardous  tasks,  such  as 
operating  machinery  or  driving  motor  vehicles,  that  drug  may  impair 
mental  and/or  physical  abilities.  Not  recommended  in  children  or  dur- 
ing pregnancy. 

PRECAUTIONS:  Suicide  is  a possibility  in  depressed  patients  and 
may  remain  until  significant  remission  occurs.  Such  patients  should 
not  have  access  to  large  quantities  of  this  drug. 

Perphenazine:  Should  not  be  used  indiscriminately.  Use  with  caution 
in  patients  who  have  previously  exhibited  severe  adverse  reactions  to 
other  phenothiazines.  Likelihood  of  untoward  actions  is  greater  with 
high  doses.  Closely  supervise  with  any  dosage.  The  antiemetic  effect 
of  perphenazine  may  obscure  signs  of  toxicity  due  to  overdosage  of 
other  drugs  or  make  more  difficult  the  diagnosis  of  disorders  such  as 
brain  tumor  or  intestinal  obstruction.  A significant,  not  otherwise 
explained,  rise  in  body  temperature  may  suggest  individual  intoler- 
ance to  perphenazine,  in  which  case  discontinue. 

If  hypotension  develops,  epinephrine  should  not  be  employed,  as 
its  action  is  blocked  and  partially  reversed  by  perphenazine.  Pheno- 
thiazines may  potentiate  the  action  of  central  nervous  system  depres- 
sants (opiates,  analgesics,  antihistamines,  barbiturates,  alcohol)  and 
atropine.  In  concurrent  therapy  with  any  of  these,  TRIAVIL  should  be 
given  in  reduced  dosage.  May  also  potentiate  the  action  of  heat  and 
phosphorous  insecticides. 

Amitriptyline:  In  manic-depressive  psychosis,  depressed  patients 
may  experience  a shift  toward  the  manic  phase  if  they  are  treated  with 
an  antidepressant.  Patients  with  paranoid  symptomatology  may  have 
an  exaggeration  of  such  symptoms.  The  tranquilizing  effect  of 
TRIAVIL  seems  to  reduce  the  likelihood  of  this  effect.  When  ami- 
triptyline HCI  is  given  with  anticholinergic  agents  or  sympathomimetic 
drugs,  including  epinephrine  combined  with  local  anesthetics,  close 
supervision  and  careful  adjustment  of  dosages  are  required 
Caution  is  advised  if  patients  receive  large  doses  of  ethchlorvynol 
concurrently  Transient  delirium  has  been  reported  in  patients  who 
were  treated  with  1 g of  ethchlorvynol  and  75-150  mg  of  amitriptyline 
HCI. 

Amitriptyline  HCI  may  enhance  the  response  to  alcohol  and  the 
effects  of  barbiturates  and  other  CNS  depressants. 

Concurrent  administration  of  amitriptyline  HCI  and  electroshock 
therapy  may  increase  the  hazards  associated  with  such  therapy 


Such  treatment  should  be  limited  to  patients  for  whom  it  is  essential. 
Discontinue  several  days  before  elective  surgery  if  possible.  Eleva- 
tion and  lowering  of  blood  sugar  levels  have  both  been  reported. 
ADVERSE  REACTIONS:  Similar  to  those  reported  with  either  constit- 
uent alone. 

Perphenazine:  Side  effects  may  be  any  of  those  reported  with 
phenothiazine  drugs:  extrapyramidal  symptoms  (opisthotonus,  ocu- 
logyric crisis,  hyperreflexia,  dystonia,  akathisia,  acute  dyskinesia, 
ataxia,  parkinsonism)  can  usually  be  controlled  by  the  concomitant 
use  of  effective  antiparkinsonian  drugs  and/or  by  reduction  in  dos- 
age, but  sometimes  persist  after  discontinuation  of  the  phenothiazine. 

Tardive  dyskinesia  may  appear  in  some  patients  on  long-term  ther- 
apy or  may  occur  after  drug  therapy  with  phenothiazines  and  related 
agents  has  been  discontinued.  The  risk  appears  to  be  greater  in 
elderly  patients  on  high-dose  therapy,  especially  females.  Symptoms 
are  persistent  and  in  some  patients  appear  to  be  irreversible  The 
syndrome  is  characterized  by  rhythmical  involuntary  movements  of 
the  tongue,  face,  mouth,  or  jaw  (e  g , protrusion  of  tongue,  puffing  of 
cheeks,  puckering  of  mouth,  chewing  movements).  Involuntary  move- 
ments of  the  extremities  sometimes  occur.  There  is  no  known  treat- 
ment for  tardive  dyskinesia;  antiparkinsonism  agents  usually  do  not 
alleviate  the  symptoms.  It  is  advised  that  all  antipsychotic  agents  be 
discontinued  if  the  above  symptoms  appear  If  treatment  is  reinstitu- 
ted, or  dosage  of  the  particular  drug  increased,  or  another  drug  sub- 
stituted, the  syndrome  may  be  masked.  It  has  been  suggested  that 
fine  vermicular  movements  of  the  tongue  may  be  an  early  sign  of  the 
syndrome,  and  that  the  full-blown  syndrome  may  not  develop  if  medi- 
cation is  stopped  when  lingual  vermiculation  appears. 

Other  side  effects  are  skin  disorders  (photosensitivity,  itching, 
erythema,  urticaria,  eczema,  up  to  exfoliative  dermatitis);  other 
allergic  reactions  (asthma,  laryngeal  edema,  angioneurotic  edema, 
anaphylactoid  reactions);  peripheral  edema;  reversed  epinephrine 
effect;  hyperglycemia;  endocrine  disturbances  (lactation,  galac- 
torrhea, gynecomastia,  disturbances  of  menstrual  cycle);  altered 
cerebrospinal  fluid  proteins;  paradoxical  excitement;  hypertension, 
hypotension,  tachycardia,  and  ECG  abnormalities  (qu inidine-like 
effect);  reactivation  of  psychotic  processes;  catatonic-like  states; 
autonomic  reactions,  such  as  dry  mouth  or  salivation,  headache, 
anorexia,  nausea,  vomiting,  constipation,  obstipation,  urinary 
frequency  or  incontinence,  blurred  vision,  nasal  congestion,  and  a 
change  in  pulse  rate;  hypnotic  effects;  pigmentary  retinopathy;  cor- 
neal and  lenticular  pigmentation;  occasional  lassitude,  muscle  weak- 
ness, mild  insomnia.  Other  adverse  reactions  reported  with  various 
phenothiazine  compounds  include  blood  dyscrasias  (pancytopenia, 
thrombocytopenic  purpura,  leukopenia,  agranulocytosis,  eosinophil- 
ia);  liver  damage  (jaundice,  biliary  stasis);  grand  mal  convulsions; 
cerebral  edema;  polyphagia;  photophobia;  skin  pigmentation;  and 
failure  of  ejaculation 

Amitriptyline:  Note:  Listing  includes  a few  reactions  not  reported  for 
this  drug,  but  which  have  occurred  with  other  pharmacologically  simi- 
lar tricyclic  antidepressant  drugs.  Cardiovascular:  Hypotension; 
hypertension;  tachycardia;  palpitation;  myocardial  infarction;  arrhyth-  | 
mias;  heart  block;  stroke.  CNS  and  Neuromuscular:  Confusional 
states;  disturbed  concentration;  disorientation;  delusions;  hallucina- 
tions; excitement;  anxiety;  restlessness;  insomnia;  nightmares;  numb- 
ness, tingling,  and  paresthesias  of  the  extremities;  peripheral 
neuropathy;  incoordination;  ataxia;  tremors;  seizures;  alteration  in 
EEG  patterns;  extrapyramidal  symptoms;  tinnitus;  syndrome  of  inap- 
propriate ADH  (antidiuretic  hormone)  secretion.  Anticholinergic : Dry 
mouth;  blurred  vision;  disturbance  of  accommodation;  constipation; 
paralytic  ileus;  urinary  retention;  dilatation  of  urinary  tract.  Allergic: 
Skin  rash;  urticaria;  photosensitization;  edema  of  face  and  tongue 
Hematologic:  Bone  marrow  depression  including  agranulocytosis; 
leukopenia;  eosinophilia;  purpura;  thrombocytopenia.  Gastrointes- 
tinal: Nausea;  epigastric  distress;  vomiting;  anorexia;  stomatitis;  pecu-  h 
liar  taste;  diarrhea;  parotid  swelling;  black  tongue.  Endocrine 
Testicular  swelling  and  gynecomastia  in  the  male;  breast  enlarge- 
ment and  galactorrhea  in  the  female;  increased  or  decreased  libido;  t 
elevated  or  lowered  blood  sugar  levels.  Other  Dizziness,  weakness;  j 
fatigue;  headache;  weight  gain  or  loss;  increased  perspiration;  uri-  I 
nary  frequency;  mydriasis;  drowsiness;  jaundice;  alopecia.  With-  id 
drawal  Symptoms:  Abrupt  cessation  after  prolonged  administration  r 
may  produce  nausea,  headache,  and  malaise  These  are  not  indica- 
tive of  addiction. 

OVERDOSAGE:  All  patients  suspected  of  having  taken  an  over-  ^ 
dosage  should  be  admitted  to  a hospital  as  soon  as  possible.  Treat-  fa 
ment  is  symptomatic  and  supportive  However,  the  intravenous  | 
administration  of  1—3  mg  of  physostigmine  salicylate  is  reported  to  : 
reverse  the  symptoms  of  tricyclic  antidepressant  poisoning  Because  1 
physostigmine  is  rapidly  metabolized,  the  dosage  of  physostigmine  : 
should  be  repeated  as  required  particularly  if  life-threatening  signs  r 
such  as  arrhythmias,  convulsions,  and  deep  coma  recur  or  persist  | 
after  the  initial  dosage  of  physostigmine  On  this  basis,  in  severe  over-  ■ 
dosage  with  perphenazine-amitriptyline  combinations,  symptomatic  | 
treatment  of  central  anticholinergic  effects  with  physostigmine  salicy-  |fl 
late  should  be  considered 

For  more  detailed  information,  consult  your  MSD 
Representative  or  see  lull  Prescribing  Information 
Merck  Sharp  & Dohme,  Division  of  Merck  & Co , Inc  , 

West  Point,  Pa  19486 


MSD 

MERCK 

SHARft 

DOHME 


Dysmenorrhea,  Acne  and  Painful  Fingers 

Mason  Trowbridge,  Jr.,  M.D.* 


The  triad  of  dysmenorrhea,  acne,  and  painful 
fingers  during  the  menses  was  reported  by  Dr.  C.  H . 
Lawrencet  at  a meeting  of  the  Penobscot  County 
(Maine)  Medical  Society  on  December  17,  1940. 
This  author  has  seen  two  cases. 

Case  Reports 

Case  #/:  In  the  mid-forties,  a young  Air  Force  WAC  re- 
ported to  sick  call  at  the  Sioux  Falls,  S.D..  air  base.  Her  chief 
complaint  was  dysmenorrhea,  and  she  obviously  had  acne.  She 
almost  burst  out  crying  when  the  first  question  of  the  doctor  was 
about  tender  fingers.  All  the  physicians  she  had  seen  previously 
were  frankly  incredulous  about  her  story  and  had  no  therapy  to 
recommend.  During  the  menses,  her  fingers  looked  as  if  they  all 
had  bilateral  incipient  paronychiae.  The  lateral  nail  folds  were 
chiefly  involved.  The  fingers,  as  well  as  the  acne  and  dys- 
menorrhea, responded  in  a gratifying  manner  to  diethylstilbes- 
trol. 

Case  #2:  A nineteen-year-old  spinster,  studying  piano  at  a 
conservatory  of  music,  was  seen  in  March  1970.  Her  periods 
were  initially  regular  and  very  painful,  acne  became  worse  with 
her  periods,  and  before  her  periods  she  felt  as  she  were  "develop- 
ing hangnails."  The  most  striking  physical  finding  during  her 
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periods  was  swelling,  redness,  and  tenderness  of  the  proximal 
folds  of  the  nails  (eponychiae).  She  responded  well  initially  to 
1.25  mg.  conjugated  estrogens  (equine)  (Premarin")  daily  for 
three  out  of  four  weeks.  When  later  taken  offestrogen  by  another 
physician  and  given  an  oral  contraceptive  agent,  the  symptoms 
recurred.  Also,  after  that,  the  fingers  sometimes  bled  at  the  time 
of  the  menses  in  spite  of  the  estrogen.  But  they  were  better,  and 
the  acne  and  dysmenorrhea  were  controlled.  A letter  from  the 
patient  in  May  1975,  stated,  "Every  year  when  I go  for  a physi- 
cal, the  doctors  don't  believe  what  I tell  them  . . . One  advised 
me  to  go  off  the  pill  (estrogen)  for  the  summer  ...  I went  off  in 
April,  and  within  six  days  my  fingers  began  to  bleed  and  my  face 
became  very  oily.  During  the  period  that  followed  I had  very  bad 
cramps.” 

Discussion 

Lawrence  has  written  on  dysmenorrhea  and 
acne,  but  no  mention  was  found  of  painful  or  bleed- 
ing fingers.  Efforts  to  find  his  colleagues  have  not 
been  fruitful.  Countless  physicians,  including 
dermatologists  and  gynecologists,  have  not  heard  of 
this  syndrome.  Correspondence  with  recognized 
authorities  in  female  endocrinology  and  authors  of 
monographs  on  the  nails  has  been  unrewarding. 

Dr.  Lawrence  stated  that  it  was  handy  to  have  a 
patient  with  acne,  for  its  improvement  indicated  the 
appropriate  dose  of  estrogen. 

Summary 

Young  women  with  dysmenorrhea,  acne,  and 
painful  or  bleeding  fingers  during  the  menses  may  be 
greatly  improved  by  estrogen  administration. 


Reminder  to  M.M.A.  Members 

CONTINUING  MEDICAL  EDUCATION  ACTIVITY  REPORT 

The  bylaws  of  the  Maine  Medical  Association  were  amended  in  June  of  1973 
as  follows:  Chapter  I,  Section  11,  — “Each  member  of  the  Maine  Medical  As- 
sociation shall  be  required  to  report  his  activities  in  continuing  medical  education 
every  year  according  to  a format  provided  by  the  Committee  on  Continuing  Med- 
ical Education.” 

Only  active,  dues-paying  members  are  required  to  report  this  year. 

Please  fill  in  your  activity  report  promptly  and  return  to  the  M.M.A.  office, 
P.O.  Box  250,  Brunswick,  Maine  04011. 
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Resolution  of  Complete  Trifascicular  Block 

Carolyn  Linnebur,  M.D.*  and  James  K.  Conrad,  M.D.** 


Abstract 

A 27-year-old  woman,  three  months  pregnant, 
developed  syncopal  episodes  and  was  found  to  have 
complete  A-V  block  due  to  trifascicular  disease  re- 
quiring pacemaker  implantation.  Over  a period  of  4 
months,  the  conduction  defects  resolved  leaving  an 
electrical  axis  of  -40  degrees  as  the  only  EKG  abnor- 
mality. She  has  remained  asymptomatic  for  3 and 
one-half  years  and  without  pacemaker  support  for  the 
past  3 years. 

Trifascicular  disease,  once  fully  established,  is 
usually  permanent,  and  spontaneous  resolution  over 
this  period  of  time  has  not  before  been  reported. 

Although  intermittent  conduction  is  commonly 
observed  in  the  development  of  non-surgical  tri- 
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fascicular  block,1  long  term  resolution  of  estab- 
lished heart  block  of  this  type  has  not  to  our  knowl- 
edge been  previously  reported.  In  this  presentation, 
we  describe  a patient  with  spontaneous  remission 
of  trifascicular  block  whose  only  residual  electro- 
cardiographic abnormality  is  slight  left  axis  devia- 
tion. She  has  remained  asymptomatic  without  EKG 
change  for  32  months. 

Case  Report 

A 27-year-old  woman,  three  months  pregnant,  was  admitted 
to  Bataan  Memorial  Hospital  in  March  1972  with  a history  of 
episodic  dizziness  and  syncope  of  one  months’  duration.  There 
was  no  prior  history  of  cardiac  disease,  seizure  activity,  recent 
or  remote  infectious  processes  or  other  systemic  illness.  No 
members  of  the  immediate  family  had  syncopal  episodes  or 
known  EKG  abnormalities. 

Physical  examination  was  unremarkable  except  for  obesity, 
a widely  split  second  heart  sound,  a uterine  size  of  three  months' 
gestation,  and  2 large  ecchymoses  of  her  left  face.  Her  admission 
electrocardiogram  showed  striking  left  axis  deviation  and  com- 
plete right  bundle  branch  block  and  when  repeated,  showed 
variable  second  degree  A-V  block  with  conducted  beats  showing 
both  left  and  right  bundle  branch  block  configuration  (Fig.  1). 


Fig.  I 
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Complete  A-V  block  with  syncope  ensued  while  temporary  elec- 
trical pacing  was  being  instituted.  HIS  bundle  studies  were  not 
carried  out  at  this  time.  An  extensive  laboratory  work-up  re- 
vealed no  important  abnormalities  and  the  etiology  of  her  block 
remained  uncertain. 

After  five  days  of  temporary  pacing,  during  which  diagnostic 
studies  were  obtained,  the  patient  underwent  uneventful  implan- 
tation of  a demand  impulse  generator  (Medtronic  5942),  with 
epicardial  leads  (Medtronic  6914).  At  surgery  the  heart,  pleural 
and  pericardial  surfaces  were  normal  to  gross  inspection.  In  July 
1972.  her  electrocardiogram  had  reverted  to  normal  except  for  a 
frontal  plane axisof— JOdegrees.  and  remains  unchanged  (Fig.  2). 
In  September  1972,  pacemaker  failure  was  discovered,  and  chest 
x-ray  showed  fracture  of  both  spring  electrodes  near  the  myocar- 
dial surface;  however,  the  patient,  working  full  time  as  a school 
teacher,  was  totally  asymptomatic  and  remains  so  to  date.  Out- 
patient monitoring  (Avionics)  has  demonstrated  no  recurrence  of 
either  intraventricular  or  atrioventricular  conduction  defects. 

HIS  bundle  electrograms  in  September  1972,  prompted  by  the 
discovery  of  pacemaker  failure,  demonstrated  A-H  interval  of 
100  msec,  and  H-V  interval  of  50  msec.  These  intervals  remained 
normal  after  2 mg.  of  intravenous  atropine  which  increased  the 
rate  to  110  beats  per  minute. 

Discussion 

Histopathologic  studies  of  patients  with  non- 
surgical  trifascicular  block  have  identified  fibrosis  of 
the  His  Purkinje  system  as  a principle  causal  fac- 
tor.2 3 The  patients  considered  in  such  studies  are 


usually  in  an  older  age  group  or  have  obvious  coro- 
nary artery  disease.  A less  common  cause,  which 
Schaal  has  recently  reported,  is  familial  trifascicular 
disease.4  The  relative  youth  of  our  patient,  the  tem- 
porary nature  of  her  block  and  the  lack  of  a positive 
family  history  would  indicate  that  the  underlying 
process  was  not  one  usually  encountered,  and 
would  suggest  a self  limited,  perhaps  inflammatory 
process.  Although  initially  the  seriousness  of  her 
clinical  picture  demanded  the  use  of  permanent 
pacemaking,  this  was  later  abandoned  when  spon- 
taneous improvement  became  apparent.  A longer 
period  of  follow-up  will  add  to  our  certainty  regard- 
ing the  probable  temporary  nature  of  her  disease 
process. 
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Villous  Adenoma  of  the  Colon  With  Severe 
Fluid  and  Electrolyte  Depletion 

Report  of  a Case 

H.  Clement  Jurgeleit,  M.D. 


Villous  tumors  of  the  large  bowel  frequently 
present  with  a mucus  diarrhea.  A long  history  of  a 
profuse  mucoid  rectal  discharge  without  impair- 
ment of  general  health  is  suggestive  of  this  lesion. 
The  syndrome  of  severe  fluid  and  electrolyte  deple- 
tion secondary  to  a villous  adenoma  is  uncommon. 
Since  its  first  description  by  McKittrick  in  1954, 7 
there  have  been  several  series  of  collected  case 
reports  documenting  this  potentially  lethal  situa- 
tion. 13  8 "The  purpose  of  this  report  is  to  present  an 
additional  patient  with  this  condition,  somewhat 
complicated  by  underlying  Addison’s  Disease. 

Report  of  a Case 

A 64-year-old  woman  presented  in  April  1975  with  a ten-year 
history  of  watery  mucoid  diarrhea,  five  to  eight  movements  per 
day.  Following  a syncopal  episode  in  January  1975,  she  was 
noted  to  be  pigmented  and  was  given  hydrocortisone  with  a 
tentative  diagnosis  of  Addison’s  Disease.  During  this  hospitali- 
zation, the  BUN  ranged  from  70  to  90  mg%,  the  serum  sodium 
120  to  125  meq/1  and  the  serum  potassium  2.5  to  3.0  meq/1. 
Because  of  progressive  weakness,  she  was  referred  to  the  East- 
ern Maine  Medical  Center  in  April  1975. 

The  physical  examination  on  admission  was  essentially  unre- 
markable except  for  the  obvious  skin  pigmentation.  Admission 
BUN  was  40  mg%,  sodium  131  meq/1,  potassium  3. 1 meq/1  and 
chloride  83  meq/1.  Subsequent  endocrine  work-up  did  indeed 
reveal  mild  hypoadrenalism.*  Replacement  glucocorticoid  and 
mineralocorticoid  therapy  was  instituted.  The  diarrhea,  how- 
ever, continued  unabated  with  measured  volumes  3000  to  5000 
cc/24  hr.  Despite  periodic  intravenous  supplement,  she  became 
severely  dehydrated  and  lethargic  with  marked  electrolyte  im- 
balance, and  one  week  after  admission  the  BUN  was  192  mg%, 
the  sodium  110  meq/1,  potassium  2.8  meq/1,  chloride  70  meq/1 
and  total  carbon  dioxide  10  meq/1.  This  was  promptly  corrected 
by  aggressive  intravenous  fluid  and  electrolyte  replacement. 
Lower  gastrointestinal  work-up  revealed  a massive  villous  lesion 
in  the  rectosigmoid  colon  occupying  the  entire  circumference  of  a 
dilated  bowel,  extending  from  ten  to  eighteen  cm  on  proctosig- 
moidoscopic  examination.  Multiple  biopsies  were  benign.  The 
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lesion  on  barium  enema  examination  is  shown  in  Figure  I . A low 
anterior  sigmoid  resection  was  performed  on  April  22,  1975.  The 
gross  pathology  specimen  showed  a ten  x eight  cm  giant  villous 
adenoma  (Figure  2A,  and  2B)  which,  on  microscopic  examina- 
tion of  multiple  sections,  was  benign. 

The  resection  was  curative;  by  the  time  of  discharge  she  was 
having  one  to  two  soft,  formed  stools  per  day.  She  went  home 
with  normal  blood  chemistries  on  maintenance  steroid  medica- 
tion for  the  Addison’s  Disease. 

Discussion 

Mucus  diarrhea  and  bleeding  are  the  two  major 
presenting  symptoms  of  a villous  adenoma.4,6  The 
former  may  be  profuse,  but  rarely  is  it  severe 
enough  to  produce  the  depletion  syndrome  of  de- 
hydration, hyponatremia,  hypokalemia,  hypo- 
chloremia,  prerenal  azotemia,  metabolic  acidosis, 
and  circulatory  collapse.  In  the  series  reported  by 
Shnitka,  11  nine  of  eighteen  patients  presented  in  a 
moribund  state  and  three  died.  Daily  diarrheal  vol- 
umes of  2000  to  5000  cc  were  recorded.  Without  a 
history  of  diarrhea,  the  frequent  differential  diag- 
nosis includes  diabetic  coma  and  adrenal 
insufficiency.  It  is  interesting  that  this  case  also  had 
underlying  Addison’s  Disease. 

Patients  with  this  syndrome  can  often  keep  up 
with  their  fluid  and  electrolyte  losses  for  years  by 
marked  increases  in  oral  replacement.  Only  when 
the  diarrheal  volumes  exceed  1000  to  1500  cc/day 
does  the  patient  seem  to  fall  behind  and  become 
progressively  depleted. 

The  normal  rectal  losses  are  100  to  200  cc/day 
with  sodium  and  potassium  concentrations  of  2 to  5 
meq/1  and  10  to  15  meq/1  respectively.  The  rectal 
fluid  in  this  villous  tumor  diarrheal  state  contains 
isotonic  levels  of  sodium  and  chloride,  and  a 
ten  to  fortyfold  increase  in  potassium  concentration 
(15  to  80  meq/1).  A secretion  of  potassium  is 
hypothesized.2,4  " As  the  lesions  causing  this  syn- 


♦ACTH  Stimulation  Test 

24  hr.  Urine  Collection 

17-Ketosteroid 

17-Hydroxycorticosteroid 

(6-18  mg/24  hr,  normal) 

(1-10  mg/24  hrs,  normal) 

Day  # 1 (baseline) 

6.1 

2.5 

Day  #2  (baseline) 

4.1 

2.6 

ACTH  40  u IV 

Day  #3  (1  day  post  ACTH) 

4.9 

6.3 

Day  #4  (2  day  post  ACTH) 

8.6 

12.8 
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Fig.  I . Barium  Enema  examination  showing  the  large  extensive 
lesion  in  the  rectosigmoid  colon. 


drome  are  all  large  with  vast  secreting  surfaces, 
large  volumes  are  produced:  and  as  they  are  all  in 
the  rectum  or  rectosigmoid  colon,  there  is  little  re- 
maining bowel  for  reabsorption. 

Summary 

A case  report  of  severe  fluid  and  electrolyte  de- 
pletion from  a massive  villous  adenoma  of  the  rec- 
tosigmoid colon  is  presented.  The  syndrome  is  dis- 
cussed, and  the  often  insidious  presentation  and 
life-threatening  aspects  are  emphasized. 
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Fig.  2A.  Massive  Villous  Adenoma  of  Rectosigmoid. 


Fig.  2B.  Close-up  view  of  specimen  in  Figure  2A. 
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Treatment  of  Women  Presenting  With 
Incurable  Breast  Cancer 

Alan  W.  Boone,  M.D.* 


Eleven  women  with  advanced,  essentially  in- 
operable breast  cancer  at  the  time  of  diagnosis  have 
been  treated  at  the  Eastern  Maine  Medical  Center 
in  the  past  three  years.  Almost  all  of  these  patients 
came  to  medical  attention  through  symptoms  re- 
lated to  a bulky  breast  tumor  which  either  had 
become  painful  or  which  had  ulcerated  and  bled. 
Five  women  had  Manchester  Stage  1 1 1 disease  with 
advanced  primary  tumor,  involvement  of  supra- 
clavicular nodes,  satellite  skin  nodules  or  fixation  of 
tumor  or  nodes,  and  six  had  Stage  IV  disease  with 
distant  metastases.  The  patients  were  treated  with 
a variety  of  palliative  measures  and  most  of  them 
have  done  well.  Although  the  number  of  patients  is 
too  few  to  be  statistically  convincing,  our  medical 
oncology  group  shares  the  belief  that  estrogen  ther- 
apy, with  or  without  chemotherapy,  is  preferable 
to  surgery  or  radiotherapy  as  primary  treatment  in 
the  elderly,  postmenopausal  patient  who  presents 
with  Stage  III  or  IV  breast  carcinoma. 

If  one  defines  a regression  as  six  months  of  cessa- 
tion of  symptoms  with  objective  decrease  in  disease 
and  no  appearance  of  new  lesions,  five  of  six  such 
women  so  treated  attained  this  happy  result  (see 
table).  The  one  patient  who  did  not  experience  re- 
gression (Case  # 10)  suffered  from  progressive  bony 
metastases  and  did  not  experience  progression  of 
the  breast  lesion.  Our  limited  experience  with  radio- 
therapy alone  or  in  combination  with  surgery  as 
primary  treatment  (Cases  8 and  1 1)  is  not  as  encour- 
aging. 

Younger  women  presenting  with  advanced 
breast  cancer  were  fewer  in  our  group.  Aggressive 
treatment  including  local  irradiation  or  palliative 
breast  surgery,  and  surgical  ablation  of  ovarian  and 
adrenal  function  may  lead  to  excellent  and  sus- 
tained regression  of  disease  (Cases  6 and  7). 

Crile  has  recommended  avoidance  of  palliative 
surgery  in  the  patient  presenting  with  Stage  III  or 
IV  breast  cancer,  reserving  conservative  opera- 
tions for  selected  cases.1  Based  on  the  experience 
of  the  Cleveland  Clinic,  he  has  advocated  radiother- 
apy as  the  primary  form  of  treatment  in  Stage  III 
disease,  reserving  hormonal  treatment  and  chemo- 
therapy for  relapsed  Stage  1 1 1 and  Stage  I V cancer. 

Common  experience  has  led  us  to  expect  that  ad- 
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ministration  of  estrogens  to  the  postmenopausal 
patient  with  advanced  breast  cancer  will  yield  a 
remission  rate  of  25  to  40%. 2 3 4 It  is  perhaps  not  as 
widely  appreciated  that  in  patients  in  their  late  six- 
ties and  older,  responses  are  more  frequent  and  last 
longer. 

One  of  the  most  gratifying  advances  in  the  treat- 
ment of  breast  malignancy  in  recent  years  has  been 
the  discovery  that  combinations  of  antineoplastic 
drugs  are  more  effective  than  single  agents  used 
sequentially.  Cooper  was  able  to  report  80%  re- 
sponses in  sixty  cases  treated  with  a combination  of 
fluorouracil,  cyclophosphamide,  methotrexate, 
vincristine  and  prednisone.5  Subsequent  studies 
have  reported  lower  response  rates  with  the  same  or 
similar  combinations,  from  42  to  69%.  Again  it  is 
noteworthy  that  older  patients  have  responded 
better  than  younger,  and  those  who  responded  to 
estrogens  initially  also  had  longer  responses  to  com- 
bination chemotherapy  than  those  who  were  estro- 
gen-resistant. 

The  treatment  of  metastatic  breast  cancer  has 
received  much  attention  in  the  medical  literature  in 
recent  years,  but  the  treatment  of  a peculiar  type 
of  breast  cancer,  namely  the  elderly  woman  pre- 
senting with  advanced  primary  neoplasm,  has  not 
received  the  attention  it  deserves.  Crile's  assertion 
that  palliative  resection  of  incurable  breast  cancer 
is  rarely  indicated  is  good  advice.  Our  limited  ex- 
perience leads  us  to  believe  that  medical  treatment, 
i.e. , estrogens  and  chemotherapy,  may  be  prefer- 
able to  radiotherapy  in  Stage  III  disease,  and  that 
radiotherapy  to  the  breast  in  Stage  IV  disease  is 
rarely  needed. 

In  a review  of  five  years’  experience  in  treating 
breast  cancer  at  the  Lahey  Clinic,  Oberfield  has 
stressed  the  desirability  of  a multidisciplinary  ap- 
proach.3 Nine  of  the  eleven  patients  in  this  small 
series  were  presented  in  our  weekly  multidisciplin- 
ary oncology  conference  attended  by  medical  on- 
cologists, a surgeon,  a radiotherapist  and  a patholo- 
gist. The  other  two  were  not  and  had  Stage  1 1 1 dis- 
ease treated  primarily  by  palliative  surgery  or  radia- 
tion. Treating  the  complex  case  of  advanced  breast 
cancer  after  such  a conference  may  avoid  the  “blind 
men  describing  an  elephant”  situation  where  the  pa- 
tient receives  a type  of  therapy  determined,  in  large 
part,  by  the  type  of  specialist  she  first  sees. 

Incurable  breast  cancer,  especially  in  the  elderly 
woman,  does  not  necessarily  mean  that  the  patient 
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Treatment  and  Response  in  Patients  With  Initially -Incurable  Breast  Cancer 

EMMC  1972-1975 

Age  at 

Menstrual 

Regression  & 

Survival  to 

Patient 

Diagnosis 

Status 

Stage 

Treatment 

Duration  (Mos.) 

Date  (Mos.) 

1. 

74 

P 

III 

H+C 

Yes,  37  & Continuing 

39 

*) 

93 

P 

III 

H 

Yes,  25  & Continuing 

26 

3. 

70 

P 

IV 

H+C 

Yes,  24  & Continuing 

26 

4. 

77 

P 

111 

H+C 

Yes,  23  & Continuing 

24 

5. 

77 

P 

IV 

H+C 

Yes.  18 

22t 

6. 

50 

M 

IV 

S + A+C 

Yes,  17  & Continuing 

21 

7. 

37 

M 

IV 

S + A+C 

Yes,  15  & Continuing 

17 

8. 

75 

P 

III 

R 

No 

17 

9. 

73 

P 

IV 

R+S+H+C 

Yes,  6 

1 1 

10. 

85 

P 

IV 

H+C 

No 

11 

11. 

76 

P 

III 

S+R 

No 

7 

Abbreviations  used  in  table  are:  Pand  M refer  to  more  than  five  years  postmenopausal  and  menstruating  or  at  the  menopause  respective- 
ly; H refers  to  additive  estrogen  therapy;  C to  chemotherapy;  S is  breast  surgery  more  extensive  than  biopsy;  and  A refers  to  ablative 
endocrine  surgery;  R refers  to  radiotherapy;  t indicates  the  one  patient  who  died  before  Sept.  1975.  Notation:  "&  Continuing”  refers 
to  continuing  regression  as  of  this  date. 


is  doomed  to  progressive  suffering  and  a hasty  de- 
mise. Ten  of  our  eleven  patients  are  alive  seven  to 
thirty-nine  months  following  diagnosis,  and  many  of 
them  are  asymptomatic.  Simple  medical  treatment 
alone,  or  in  conjunction  with  radiotherapy  and  sur- 
gery, may  provide  many  months  or  even  years  of 
comfort. 
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Special  Article 

Perinatal  Mortality  Rate  — Use  as  an 
Obstetric  Indicator 

Parker  F.  Harris,  M.D.* 


Introduction 

The  now  famous  “Ten  Goals  in  Ten  Years”  pro- 
gram of  the  American  College  of  Obstetrics  and 
Gynecology  which  was  spelled  out  in  1973  by  Keith 
Russell,  M.D.,  FACOG,  the  24th  President  of  the 
ACOG  in  his  inaugural  address,  has  as  a goal  the 
reduction  of  the  United  States  infant  mortality  rate 
to  10  per  1000  live  births.1  Infant  mortality  com- 
prises neonatal  (under  28  days)  and  post-neonatal 
(28  to  365  days)  mortality  and  represents  social  as 
well  as  medical  problems.2  Currently,  as  is  pre- 
sented in  the  ACOG  publication  Standards  for  Ob- 
Gyn  Services  (1974),  an  indicator  of  Obstetric  care 
as  it  relates  to  the  infant  mortality  rate  comes  from 
the  computation  of  the  perinatal  mortality  rate.3 
Determination  of  the  perinatal  mortality  and  efforts 
toward  reduction  of  the  rate  support  the  goal  of 
infant  mortality  rate  improvement. 

Perinatal  Mortality  Rate 

The  perinatal  mortality  rate  is  the  number  of  still- 
born infants  and  neonatal  deaths  per  1000  total 
births.  Generally,  included  as  stillborn  infants  in 
the  United  States  are  those  weighing  500  grams  or 
more  and/or  ones  of  a gestation  of  20  weeks  or  more. 
Some  institutions  use  1000  grams  or  more.  The  neo- 
natal period  is  broken  into  sub-groups  1,  II,  or  III 
for  the  first  24  hours,  24  hours  to  7 days,  and  7 to 
28  days.  The  value  is,  also,  often  shown  for  neo- 
nates of  different  weight  groupings,  i.e.,  500  to  999 
grams,  1000  + grams,  1500  + , etc.  The  Basic  for- 
mula is: 

Perinatal  Deaths  (neonatal  plus  stillborn)  ^ ^ 

Livebom  Infants  4-  Stillborn  Infants 

The  International  definition  includes  stillborn  in- 
fants of  28  completed  gestational  weeks  and  neo- 
natal deaths  from  birth  through  7 days.  Comparison 
of  perinatal  mortality  rates  must  be  done  with  con- 
sideration of  the  variables  mentioned.4 

Summary  of  a Hospital  Experience 

The  Wesson  Women’s  Hospital  in  Springfield, 
Massachusetts  has  approximately  5000  Obstetrical 


deliveries  per  year.  Perinatal  mortality  is  calculated 
there  for  stillborn  infants  of  1000  grams  or  more  and 
includes  neonatal  deaths  under  7 days.  Perinatal 
mortality  in  1970  was  23.4/1000,  18.6/1000  in  1971, 
13.5/1000  in  1972  and  12.2/1000  in  1973.  At  the  same 
time,  neonatal  mortality  was  8.25/1000  in  1970, 7.33/ 
1000  in  1971,2.4/1000  in  1972,  and  4. 1/1000  in  1973. 
Marked  improvement  in  the  neonatal  rate  occurred 
during  the  year  following  the  opening  of  a Special 
Care  Nursery.  The  absolute  values  are  of  interest 
and  give  an  idea  of  the  levels  that  can  be  obtained. 
But,  of  relevance  to  this  paper  are  the  trends  dem- 
onstrated by  the  perinatal  mortality  rates  which  can 
lead  to  fulfillment  of  the  ACOG  Goals.5 

Discussion 

The  perinatal  mortality  rates  are  used  to  gauge 
Obstetric  care.  Reduction  of  these  rates  is  the  con- 
cern of  all  Physicians  caring  for  pregnant  women. 
Recent  concepts  of  care  help  focus  attention  on  par- 
ticular conditions  relating  to  pregnancy  which  may 
be  amenable  to  intervention  and  help  to  identify 
areas  of  Physician  and  Patient  responsibility.  The 
concept  of  “High  Risk”  pregnancy  management5 
and  the  practice  of  dating  of  the  pregnancy  in  weeks 
of  gestation  from  the  first  day  of  the  last  menstrual 
period  instead  of  the  less  specific  months  of  gesta- 
tion have  been  particularly  useful.  Four  areas  were 
noted  as  needing  special  attention  in  the  Massachu- 
setts Medical  Society  Committee  on  Perinatal  Wel- 
fare Study  of  1971.  These  were  postmaturity,  fetal 
distress,  Rh  disease,  and  diabetes.7  Recommenda- 
tions from  the  same  study  included  the  need  for  re- 
gionalization of  facilities,  “high  risk”  mother  iden- 
tification, development  of  transport  systems,  pro- 
vision of  consultation  services,  educational  pro- 
gram development,  and  birth  and  death  certificate 
matching.  Also  recommended  and  particularly  ap- 
plicable to  this  discussion,  was  that  perinatal  mor- 
tality rates  adjusted  for  pertinent  factors  be  tabu- 
lated for  all  maternity  services  and  communicated  to 
each  other  on  a regular  basis,  and  that  all  maternity 
services  have  a perinatal  mortality  committee  which 
would  form  the  basis  for  peer  review.8 


Conclusion 

‘Department  of  Obstetrics  and  Gynecology.  Eastern  Maine  I he  AC  OG  Goals  have  been  set  and  imple- 
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Drug  Therapy  Reviews 


Russell  R.  Miller,  Pharm.D.,  Ph.D.  and 
David  J.  Greenblatt,  M.D.,  Editors 


The  Clinical  Use  of  Digitalis  Glycosides 

David  H.  Huffman,  M.D. 


Abstract 

A significant  number  of  patients  who  receive  digi- 
talis develop  toxicity.  Through  an  increased  under- 
standing of  the  clinical  pharmacology  of  these  drugs, 
a careful  consideration  of  the  clinical  indications  for 
using  the  digitalis  glycosides,  an  increased  effort  to 
individualize  therapy,  and  diligent  monitoring  of 
patients  for  clinical  response  and  toxicity,  it  is  hoped 
that  the  number  of  toxic  events  will  be  decreased. 

The  digitalis  compounds  are  among  the  most  fre- 
quently prescribed  drugs.  Since  10  to  20 % of  the 
patients  receiving  digitalis  will  develop  signs  or 
symptoms  of  digitalis  toxicity,  the  digitalis  com- 
pounds are  among  the  most  frequently  encountered 
drugs  in  surveys  of  drug  toxicity. | : Through  an 
increased  understanding  of  the  clinical  pharma- 
cology of  these  drugs,  it  is  hoped  that  the  number 
of  toxic  events  due  to  digitalis  will  be  decreased. 
Part  of  this  reduction  will  result  from  a more  ra- 
tional individualization  of  digitalis  therapy.  This 
individualization  should  include  not  only  a choice  of 
the  proper  dose  of  digoxin  or  digitoxin  for  the  pa- 
tient, but  also  a careful  examination  of  the  clinical 
indications  for  therapy  with  the  cardiac  glycosides. 

Digitalis  compounds  are  usually  prescribed  for 
two  problems:  ( 1 ) ventricular  rate  control  in  patients 
with  atrial  fibrillation  or  flutter,  and  (2)  treatment  of 
congestive  heart  failure.  The  use  of  digitalis  to  con- 
trol ventricular  response  in  the  presence  of  supra- 
ventricular arrhythmias  is  well  established.  Therapy 
with  digitalis  in  this  condition  is  more  precise  than 
it  is  in  the  treatment  of  congestive  heart  failure  since 
the  ventricular  rate  is  easily  determined  and  can  be 
used  to  individualize  therapy.  In  contrast,  treat- 
ment of  congestive  heart  failure  with  digitalis,  while 
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usually  effective,  is  less  precise  and  more  contro- 
versial.3 After  reviewing  the  clinical  pharmacology 
of  the  digitalis  compounds,  the  clinical  use  of  the 
cardiac  glycosides  will  be  discussed  with  particu- 
lar attention  to  the  selection  of  patients  for  digi- 
talis therapy  and  to  a study  of  the  usefulness  of 
various  methods  to  monitor  digitalis  therapy. 

Pharmacological  Properties 

A detailed  review  of  the  basic  pharmacological 
properties  of  the  digitalis  compounds  is  beyond  the 
scope  of  this  review  and  the  reader  is  referred  to 
recent  reviews  on  this  subject.4"6 

The  principal  effect  of  digitalis  is  to  increase  the 
force  of  myocardial  contraction.  This  inotropic 
effect  makes  digitalis  useful  in  the  treatment  of  con- 
gestive heart  failure.  In  addition  to  the  inotropic 
effect,  digitalis  has  a number  of  electrophysical 
effects  on  the  heart,  including  alterations  in  auto- 
maticity,  excitability,  conduction  velocity,  and  re- 
fractory period. 

The  decreased  rate  of  impulse  propagation 
through  the  atrioventricular  (A V)  node  makes  digi- 
talis particularly  useful  in  controlling  ventricular 
rate  in  patients  with  atrial  fibrillation.  The  electro- 
physiological  effects  of  cardioglycosides  are  related 
to  the  inhibition  by  digitalis  of  the  (NA+-K+)  acti- 
vated ATPase  system.  This  system  is  responsible 
for  maintaining  the  normal  electrolyte  gradients 
across  the  cell  membrane.  The  inotropic  effect  of 
digitalis  appears  more  closely  related  to  changes  in 
the  intracellular  calcium  flux.  Digitalis  increases 
the  fraction  of  rapidly  exchangeable  calcium  which 
is  in  turn  related  to  myocardial  contractility.  It  is 
possible  that  the  inotropic  effect  of  digitalis  is  more 
closely  related  to  calcium  homeostasis  and  that  the 
cardio-toxicity  is  more  closely  related  to  the  inhibi- 
tion of  the  (Na^-K4)  ATPase  system.  These  two 
effects,  however,  are  related  since  the  intracellular 
cation  concentration,  which  is  maintained  by  the 
ATPase  system,  is  an  important  determinant  of 
calcium  flux. 

Digitalis  increases  the  automaticity  of  the  cardiac 
cells  by  a reduction  in  the  resting  membrane  poten- 
tial through  inhibition  of  the  ATPase  system.  It  is 
important  to  distinguish  between  excitability  and 
automaticity  since  increased  premature  beats  lead- 
ing to  ventricular  tachycardia  occur  when  there  is 
a successive  reduction  in  ventricular  excitability. 


VOLUME  66.  DECEMBER  1975 


347 


Increased  automaticity  and  decreased  conduction 
velocity  in  the  presence  of  reduced  excitability  and 
the  tendency  for  reentry  phenomena  are  the  events 
which  initiate  the  ventricular  fibrillation  of  digitalis 
intoxication. 

An  additional  clinically  important  effect  of  digi- 
talis is  on  myocardial  oxygen  consumption.  The 
effect  of  digitalis  on  oxygen  consumption  depends 
upon  the  hemodynamic  state  of  the  patient.  In  a 
patient  with  congestive  heart  failure,  digitalis  in- 
creases both  the  force  of  the  contraction  and  the 
rate  of  development  of  the  contraction  force.  This  is 
associated  with  a decrease  in  the  left  ventricular 
end-diastolic  pressure  and  volume  and  a shift  of  the 
left  ventricular  function  curve  toward  normal.  In 
the  patient  with  a dilated-failing  heart,  the  increased 
cardiac  output  due  to  digitalis  occurs  without  an  in- 
crease in  myocardial  oxygen  consumption,  since 
the  cardiac  work  required  to  produce  a certain 
cardiac  output  is  less  with  a small  ventricle  than  in 
a dilated-failing  chamber.  In  contrast,  in  patients 
without  congestive  heart  failure,  the  myocardial 
oxygen  consumption  will  be  increased  by  digitalis. 
In  this  clinical  setting,  the  patient  receiving  digitalis 
may  experience  exacerbation  of  angina  pectoris  if 
coronary  insufficiency  is  present. 

Pharmacokinetics 

The  clinical  pharmacokinetics  of  the  cardiac 
glycosides  have  been  recently  reviewed  in  detail.4  7 8 
The  principal  differences  between  digoxin  and  digi- 
toxin,  the  two  most  commonly  used  cardiac  glyco- 
sides, are  summarized  in  Table  1.  A number  of 
studies  in  the  recent  literature  confirm  the  original 
observations  by  Smith,  et  al!'  that  a correlation 
exists  between  serum  digitalis  concentration  and 
clinical  digitalis  intoxication.  Since  the  serum  con- 
centration is  correlated  with  clinical  response,  it  is 
important  to  understand  the  factors  which  deter- 
mine the  serum  digitalis  concentration.  Wagner  and 
associates10  have  determined  the  following  rela- 
tionship. 

“Steady  State”  = Dose  x Fraction  Absorbed  x Half-Life  x 1.44 
Drug  Concentration  Apparent  Distribution  Volume  x Dosing  Interval 

This  relationship  is  helpful  in  understanding  the 
contribution  of  the  various  pharmacokinetic 
parameters  to  the  steady  state  digitalis  concentra- 
tion. “Steady  state’’  conditions  are  usually 
achieved  after  four  to  five  half-lives  have  elapsed  in 
the  patient  on  maintenance  therapy.  Although  a 
loading  dose  may  be  used  to  achieve  this  steady 
state  concentration  more  rapidly,  the  steady  state 
concentration  is  a function  of  the  maintenance  dose 
rather  than  the  loading  dose. 

Digoxin,  in  contrast  to  digitoxin,  is  incompletely 
absorbed.  Based  on  single  dose  studies,  the  elixir  is 


Table  1 


Pharmacokinetic  parameters 

Digoxin 

Digitoxin 

Absorption 

50-80% 

90-100% 

Average  Half-Life 

1.7  days 

7 days 

Renal  Excretion 

+ + + + 

+ 

Hepatic  Metabolism 

+ 

+ + + + 

Protein  Binding 

25-30% 

86-94% 

Therapeutic  Level 

0.9-2. 2 ng/ml 

12-28  ng/ml 

Toxic  Level 

> 3 ng/ml 

> 35  ng/ml 

80  to  85%  absorbed.11  When  digoxin  tablets  are 
administered,  absorption  is  less  than  the  elixir.1112 
The  percent  of  digoxin  absorbed  from  a digoxin 
tablet  has  been  referred  to  as  its  bioavailability. 
Digoxin  tablets  made  by  different  manufacturers 
have  had  widely  varying  bioavailability,1315  which  is 
related  to  the  in  vitro  dissolution  of  the  digoxin 
tablet.1617  This  indicates  that  the  way  the  digoxin 
tablet  is  manufactured  is  an  important  determinant 
of  how  well  the  digoxin  is  absorbed  from  the  tablet. 
Hopefully,  variations  in  bioavailability  will  be  re- 
duced by  the  guidelines  recently  issued  by  the  Food 
and  Drug  Administration.18  Malabsorption  due  to 
mucosal  abnormalities,10  gastrointestinal  irradia- 
tion,20 alteration  in  gastrointestinal  motility21  and 
neomycin,22  among  others,  have  been  shown  to  de- 
crease the  absorption  of  orally  administered 
digoxin.  The  bioavailability  of  the  digoxin  prepara- 
tion is  an  important  determinant  of  some  of  these 
influences  since  improved  bioavailability  has  been 
shown  to  eliminate  the  effects  of  irradiation20  and 
gastrointestinal  motility23  on  the  oral  absorption  of 
digoxin. 

The  intramuscular  administration  of  digoxin  is 
associated  with  incomplete  and  erratic  absorp- 
tion.24 Moreover,  considerable  pain  as  well  as  ele- 
vations in  serum  creatinine  phosphokinase  are  as- 
sociated with  the  intramuscular  injection  of  digoxin. 
Hence,  the  intramuscular  administration  of  digoxin 
is  not  recommended. 

Due  to  differences  in  the  rate  of  metabolism,  pro- 
tein binding,  and  renal  excretion,  the  elimination 
half-lives  of  digoxin  and  digitoxin  are  considerably 
different.  The  half-life  of  digoxin  in  patients  with 
normal  renal  function  is  1.3  to  2.0  days.  Digoxin  is 
filtered  at  the  glomerulus  and  not  significantly  reab- 
sorbed by  the  renal  tubule.  As  demonstrated  in 
Figure  1,  there  is  a substantial  correlation  between 
digoxin  clearance  and  creatinine  clearance.  A simi- 
lar relationship  has  been  demonstrated  between  the 
renal  clearance  of  urea  and  digoxin.25  Since  renal 
clearance  is  the  major  route  of  elimination  of  digoxin 
from  the  body,  a progressive  decrease  in  renal 
clearance  of  digoxin  is  correlated  with  a prolonga- 
tion of  the  half-life  of  elimination.  Thus,  if  renal 
function  is  impaired  in  patients  on  digoxin.  the  half- 
life  will  be  increased  and  accordingly  there  will  be 
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Fig.  1.  The  correlation  between  digoxin  and  creatinine  clear- 
ance. The  digoxin  clearance  was  determined  during  the  last  four 
hours  of  the  dosing  interval  in  patients  on  maintenance  digoxin 
therapy. 

an  increase  in  the  steady  state  digoxin  concentration 
if  no  alterations  are  made  in  the  dose  or  dosing  inter- 
val. 

Due  to  a low  renal  clearance  of  digitoxin,  altera- 
tions in  renal  function  do  not  significantly  affect  the 
half-life  of  elimination  of  digitoxin.  Digitoxin  is  less 
polar  than  digoxin  and  is  bound  to  plasma  proteins 
to  a greater  extent  than  digoxin.  In  addition,  digi- 
toxin is  metabolized  more  than  digoxin.  A larger 
percentage  of  digitoxin.  about  25  to  309£,  undergoes 
an  enterohepatic  circulation.  This  recycling  of  digi- 
toxin contributes  to  the  longer  terminal  half-life  of 
digitoxin.  Interruption  of  this  enterohepatic  circu- 
lation by  either  biliary  fistula  or  by  administration 
of  an  anion  exchange  resin  such  as  cholestyramine26 
will  result  in  a decrease  of  the  half-life  of  elimination 
for  digitoxin.  The  latter  has  been  employed  to  treat 
clinical  digitoxin  intoxication.  Although  the  entero- 
hepatic cycling  of  digoxin  has  been  assumed  to  be 
small,  approximately  8%  of  the  dose,27  recent 
studies  by  Caldwell,  et  al28  indicate  that  the  entero- 
hepatic cycling  of  digoxin  may  be  considerably 
greater  than  earlier  estimates.  If  substantiated,  the 
use  of  an  anion  exchange  resin  may  also  be  useful 
in  the  treatment  of  digoxin  intoxication. 

The  digitalis  compounds  are  widely  distributed 
in  the  body.  The  volume  of  distribution  of  digoxin 
is  proportional  to  lean  body  mass,  with  muscular 
individuals  having  a larger  distribution  volume  than 
obese  individuals  based  on  body  weight.  The  ap- 
parent distribution  volume  of  digoxin  is  quite  large 
and  probably  represents  an  important  source  of 
variability  in  relating  the  digoxin  dose  to  the  steady 


state  blood  level.  Although  the  various  factors 
which  influence  the  distribution  volume  of  digoxin 
are  imperfectly  understood,  some  information  is 
available.  In  addition  to  lean  body  mass,  thyroid2'' 
and  renal  function3"  are  important  determinants  of 
the  distribution  volume  of  digoxin.  In  hypothy- 
roidism, the  apparent  distribution  volume  is  smaller 
than  normal,  resulting  in  a higher  steady  state  con- 
centration. In  contrast,  hyperthyroid  patients  have 
an  increased  volume  of  distribution.  Despite  these 
differences,  the  digoxin  half-life  of  elimination  was 
not  affected  by  thyroid  function.2'1  Recently,  we 
have  demonstrated  an  increase  in  the  biliary  excre- 
tion of  digoxin  and  its  metabolites  in  hyperthyroid 
rats.31  This  suggests  that  both  the  distribution 
volume  changes  and  biliary  excretion  may  be  im- 
portant determinants  of  the  response  to  digoxin 
therapy  in  patients  with  altered  thyroid  function. 
In  addition  to  the  well  known  effect  of  renal  insuf- 
ficiency on  the  clearance  of  digoxin,  it  appears  that 
renal  failure  may  also  decrease  the  apparent  distri- 
bution volume  of  digoxin.3"  This  change  in  dis- 
tribution volume  has  been  demonstrated  by  a de- 
crease in  the  myocardial-serum  ratio  for  digoxin  in 
the  presence  of  renal  insufficiency.32  A substantial 
number  of  patients  with  renal  insufficiency  are 
hypothyroid.33  This  may  explain,  in  part,  the  de- 
creased distribution  volume  of  digoxin  in  patients 
with  renal  insufficiency. 

It  is  important  to  re-emphasize  that  the  "digita- 
lizing" or  initial  loading  dose  is  not  the  ultimate  de- 
terminant of  the  “steady  state"  concentration.  This 
level,  which  is  correlated  with  the  clinical  response, 
is  achieved  after  chronic  dosing  for  approximately 
five  half-lives  (about  six  to  ten  days  for  digoxin 
and  30  to  45  days  for  digitoxin)  and  will  be  deter- 
mined by  the  maintenance  dose,  the  dosing  interval, 
the  fraction  of  drug  absorbed  from  the  dosing  form, 
the  elimination  of  half-life  for  the  glycoside  and  the 
volume  of  distribution  of  the  cardiac  glycoside  in 
that  patient.  This  applies  not  only  to  the  initial  con- 
siderations, but  also  to  subsequent  monitoring  of 
the  individual  patient.  For  example,  if  the  patient’s 
endogenous  creatinine  clearance  decreases,  there 
will  be  an  associated  prolongation  in  the  digoxin 
half-life  and  an  increase  in  the  steady  state  digoxin 
level.  This  effect  will  not  become  completely  mani- 
fest until  four  to  five  drug  half-lives  have  elapsed  fol- 
lowing a significant  change  in  the  various  param- 
eters. 

By  understanding  the  various  factors  which  de- 
termine the  steady  state  digoxin  concentration,  it 
should  be  possible  to  more  rationally  individualize 
therapy  with  digitalis  glycosides. 

Clinical  Considerations 

Before  using  digitalis,  it  is  important  to  consider 
the  reasons  for  initiating  therapy.  If  digitalis  is  used 
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to  treat  congestive  heart  failure,  it  is  important  to 
consider  the  differential  diagnosis  of  congestive 
heart  failure  and,  if  possible,  to  define  as  clearly  as 
possible  why  the  patient  is  in  congestive  heart 
failure.  Many  forms  of  heart  failure  are  poorly 
responsive  to  digitalis.  These  include  high  output 
failure,  constrictive  pericarditis  and  certain  myo- 
cardiopathies.  In  an  effort  to  treat  CHF  in  these 
situations,  the  digitalis  dose  may  be  inappropriately 
increased  and  digitalis  intoxication  may  occur.  The 
second  question  is  the  choice  of  the  cardiac  glyco- 
sides. In  recent  years  digoxin  has  been  used  with 
greater  frequency  than  digitoxin.  This  is  primarily 
because  of  its  more  rapid  onset  of  action  and  shorter 
half-life  as  compared  with  digitoxin.  There  are 
many  clinical  circumstances,  however,  where 
digitoxin  is  a reasonable  alternative  to  digoxin. 
Since  digitoxin  has  a longer  half-life,  fluctuations  in 
the  serum  digitoxin  level  will  be  less  marked  than 
they  are  with  digoxin.  Therefore,  a missed  dose  will 
not  result  in  a major  change  in  the  serum  digitoxin 
level  or  in  the  clinical  response.  An  additional  ad- 
vantage of  digitoxin  is  its  more  consistent  and  com- 
plete absorption. 

After  choosing  the  glycoside,  the  clinician  must 
determine  how  urgently  the  therapeutic  effect  is 
required.  This  depends  in  part  upon  the  reasons  for 
initiating  therapy.  The  more  rapidly  a patient  de- 
velops congestive  heart  failure,  the  more  urgent  is 
the  need  for  digitalization.  It  is  inappropriate  to 
rapidly  digitalize  a patient  who  has  insidiously  de- 
veloped congestive  heart  failure  unless  he  presents 
with  significant  pulmonary  edema.  Prior  to  rapid 
digitalization,  a physician  should  be  certain  about 
previous  digitalis  therapy.  The  radioimmunoassay 
can  quickly  answer  this  question  if  uncertainty 
exists.  The  dose  response  for  digoxin  occurs  at  low 
levels  and  as  such  there  is  no  uniform  digitalizing 
dose.  The  principal  therapeutic  objective  in  treating 
congestive  heart  failure  is  to  administer  the  amount 
of  digitalis  which  is  required  to  achieve  the  desired 
inotropic  effect.  In  general,  8 to  15jug/kg,  represent- 
ing 0.5  to  1.25  milligrams  orally  over  12  to  15  hours, 
is  adequate.  This,  however,  may  be  too  great  a dose 
for  the  patient  with  renal  failure  or  hypothyroidism 
since  the  distribution  volume  of  digoxin  is  reduced 
in  these  patients.  Since  digoxin  from  tablet  dosage 
form  is  incompletely  absorbed,  the  digitalizing  dose 
should  be  reduced  by  25  to  40%  if  the  drug  is  ad- 
ministered intravenously. 

There  are  a number  of  factors  which  determine 
this  maintenance  dose.  Many  of  these  were  out- 
lined in  the  discussion  under  Pharmacokinetics.  In 
Figure  2,  the  relationship  between  serum  digoxin 
concentration  and  the  dose  of  digoxin  is  given  for 
patients  after  chronic  oral  dosing.  This  figure  gives 
the  regression  lines  correlating  the  maintenance 
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IMPORTANT  INFORMATION:  This  is  a Sched- 
ule V substance  by  Federal  law:  diphenoxylate 
HCI  is  chemically  related  to  meperidine.  In 
case  of  overdosage  or  individual  hypersensi- 
tivity, reactions  similar  to  those  alter  meperi- 
dine or  morphine  overdosage  may  occur ; 
treatment  is  similar  to  that  tor  meperidine  or 
morphine  intoxication  (prolonged  and  careful 
monitoring).  Respiratory  depression  may  recur 
in  spite  of  an  initial  response  to  Nalline®  (nal- 
orphine HCI)  or  Narcan®  (naloxone  HCI)  or 
may  be  evidenced  as  late  as  30  hours  after  in- 
gestion. LOMOTIL  IS  NOT  AN  INNOCUOUS 
DRUG  AND  DOSAGE  RECOMMENDATIONS 
SHOULD  BE  STRICTLY  ADHERED  TO,  ESPE- 
CIALLY IN  CHILDREN.  THIS  MEDICATION 
SHOULD  BE  KEPT  OUT  OF  REACH  OF 
CHILDREN. 


Indications:  Lomotil  is  effective  as  adjunctive  ther- 
apy in  the  management  of  diarrhea. 
Contraindications:  In  children  less  than  2 years, 
due  to  the  decreased  safety  margin  in  younger  age 
groups,  and  in  patients  who  are  jaundiced  or  hyper- 
sensitive to  diphenoxylate  HCI  or  atropine. 

Warnings:  Use  with  special  caution  in  young  chil- 
dren. because  of  variable  response,  and  with  extreme 
caution  in  patients  with  cirrhosis  and  other  ad- 
vanced hepatic  disease  or  abnormal  liver  function 
tests,  because  of  possible  hepatic  coma.  Diphenoxy- 
late HCI  may  potentiate  the  action  of  barbiturates, 
tranquilizers  and  alcohol  In  theory,  the  concurrent 
use  with  monoamine  oxidase  inhibitors  could  pre- 
cipitate hypertensive  crisis.  In  severe  dehydration 
or  electrolyte  imbalance,  withhold  Lomotil  until  cor- 
rective therapy  has  been  initiated. 

Usage  in  pregnancy:  Weigh  the  potential  benefits 
against  possible  risks  before  using  during  preg- 
nancy, lactation  or  in  women  of  childbearing  age. 
Diphenoxylate  HCI  and  atropine  are  secreted  in  the 
breast  milk  of  nursing  mothers. 

Precautions:  Addiction  (dependency)  to  diphenoxy- 
late HCI  is  theoretically  possible  at  high  dosage.  Do 
not  exceed  recommended  dosages.  Administer  with 
caution  to  patients  receiving  addicting  drugs  or 
known  to  be  addiction  prone  or  having  a history  of 
drug  abuse.  The  subtherapeutic  amount  of  atropine 
is  added  to  discourage  deliberate  overdosage; 
strictly  observe  contraindications,  warnings  and  pre- 
cautions for  atropine;  use  with  caution  in  children 
since  signs  of  atropinism  may  occur  even  with  the 
recommended  dosage.  Use  with  care  in  patients  with 
acute  ulcerative  colitis  and  discontinue  use  if  ab- 
dominal distention  or  other  symptoms  develop. 
Adverse  reactions:  Atropine  effects  include  dryness 
of  skin  and  mucous  membranes,  flushing,  hyper- 
thermia, tachycardia  and  urinary  retention.  Other 
side  effects  with  Lomotil  include  nausea,  sedation, 
vomiting,  swelling  of  the  gums,  abdominal  discom- 
fort, respiratory  depression,  numbness  of  the  ex- 
tremities, headache,  dizziness,  depression,  malaise, 
drowsiness,  coma,  lethargy,  anorexia,  restlessness, 
euphoria,  pruritus,  angioneurotic  edema,  giant  urti- 
caria, paralytic  ileus,  and  toxic  megacolon. 

Dosage  and  administration:  Lomotil  is  contraindi- 
cated in  children  less  than  2 years  old.  Use  only 
Lomotil  liquid  for  children  2 to  12  years  old.  For  ages 
2 to  5 years,  4 ml.  (2  mg.)  t.i.d.;  5 to  8 years.  4 ml. 
(2  mg.)  q.i.d.:  8 to  12  years.  4 ml.  (2  mg.)  5 times 
daily;  adults,  two  tablets  (5  mg.)  t.i.d.  to  two  tablets 
(5  mg.)  q.i.d.  or  two  regular  teaspoonfuls  (10  ml., 
5 mg.)  q.i.d.  Maintenance  dosage  may  be  as  low  as 
one  fourth  of  the  initial  dosage  Make  downward 
dosage  adjustment  as  soon  as  initial  symptoms  are 
controlled. 

Overdosage:  Keep  the  medication  out  of  the  reach 
of  children  since  accidental  overdosage  may  cause 
severe,  even  fatal,  respiratory  depression.  Signs  of 
overdosage  include  flushing,  hyperthermia,  tachy- 
cardia, lethargy  or  coma,  hypotonic  reflexes,  nystag- 
mus, pinpoint  pupils  and  respiratory  depression 
which  may  occur  12  to  30  hours  after  overdose.  Evac- 
uate stomach  by  lavage,  establish  a patent  airway 
and,  when  necessary,  assist  respiration  mechani- 
cally. A narcotic  antagonist  may  be  used  in  severe 
respiratory  depression.  Observation  should  extend 
over  at  least  48  hours. 

Dosage  forms:  Tablets,  2.5  mg.  of  diphenoxylate  HCI 
with  0.025  mg.  of  atropine  sulfate.  Liquid.  2.5  mg.  of 
diphenoxylate  HCI  and  0.025  mg.  of  atropine  sulfate 
per  5 ml.  A plastic  dropper  calibrated  in  increments 
of  Vi  ml.  (total  capacity,  2 ml.)  accompanies  each 
2-oz.  bottle  of  Lomotil  liquid. 


Searle  & Co. 

San  Juan,  Puerto  Rico  00936 


Address  medical  inquiries  to: 
G.  D.  Searle  & Co 
Medical  Department,  Box  5110. 
Chicago,  Illinois  60680 
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Diarrhea  can  hook  anyone.  When  it  does, 
physicians  and  patients  both  want  prompt 
control  of  diarrheal  symptoms.  Lomotil  will 
usually  control  diarrhea  promptly. 

This  rapid  action  can  halt  the  emergency 
aspect  of  diarrhea  and  is  comforting  and 
reassuring  to  the  patient.  Electrolyte  and 


fluid  losses  can  be  corrected  while  the  spe- 
cific cause  of  the  diarrhea  is  being  deter- 
mined. If  an  infective  agent  is  the  cause, 
appropriate  specific  therapy  should  be 
given  along  with  Lomotil. 

Lomotil  is  contraindicated  in  children 
less  than  2 years  old. 


Lomotil.„ 

Each  tablet  and  each  5 ml  of  liquid  contain  diphenoxylate  hydrochloride  2 5 mg  (Warning  May  be  habit  forming),  atropine  sulfate  0 025  mg 

holds  the  line 


Should  a 

specially  prepared 
package  insert 
be  made  available  to 

patients? 


Dr.  Alexander  M.  Schmidt 
Commissioner, 
Food  and  Drug 
Administration 


Dr.  James  H.  Sammons 
Executive  Vice  President 
of  the  American 
Medical  Association 


Dialogue 


The  idea  of  a so-called  patient 
package  insert  has  been  around  for 
a longtime.  Many  physicians  already 
use  written  instruction  sheets  to 
provide  patients  with  information 
about  the  drugs  they  are  taking.  And 
some  physicians  give  verbal  instruc- 
tions; but  in  too  many  instances 
these  are  what  I call  eye-glazing  ex- 
ercises. I have  seen  patients  sit  with 
glazed  eyes  listening  to  a rapid-fire 
lecture  by  a hurried  physician  who 
has  20  people  out  in  his  waiting 
room.  These  patients  aren’t  given 
sufficient  understanding  and  there- 
fore do  not  follow  instructions.  So  I 
think  the  idea  of  an  official  package 
insert  for  patients  is  a good  one. 
Perhaps  we  should  really  think  of 
this  kind  of  information  simply  as  an 
extension  of  drug  labeling. 


The  benefits  of  patient  involvement 

Many  physicians  may  not  real- 
ize how  frequently  a patient  obtains 
his  drug  information  from  Aunt 
Tillie  or  the  next  door  neighbor.  And 
this  information  is  almost  always 
bad  or  irrelevant  to  the  case  at  hand. 
Furthermore,  the  incentive  to  go 
along  with  a prescribed  program  is 
slim  if  the  only  reading  matter  the 
patient  receives,  along  with  his  pre- 
scription, is  a bill. 

As  an  educator  I am  impressed 
by  the  principle  that  the  best  way  to 
get  someone  to  do  something  is  to 
involve  him  in  the  process.  So  the 


I think  there  are  advantages  as 
well  as  some  real  disadvantages  in 
a patient  package  insert.  When  you 
begin  to  use  semi-medical  or  medi- 
cal terms  to  describe  complications 
or  possible  sequelae  of  disease  or 
treatment,  you  may  frighten  the  pa- 
tient—particularly  since  the  more 
highly  sophisticated  patient  is  not 
the  one  who  is  going  to  read  the  in- 
sert. The  patient  who  will  read  it  is 
the  one  most  susceptible  to  fright 
and  confusion  by  the  language. 

On  the  positive  side,  a package 
insert  will  probably  give  the  patient 
better  insight  into  why  he  is  being 
treated  the  way  he  is,  and  it  may 
give  the  physician  a little  bit  more 
time.  But  it  does  not  remove  from 
the  physician  the  need  or  obligation 
to  explain  the  insert. 


Some  pitfalls  in  the  inclusion  of 
side  effects 

Certainly  a patient  should  be 
warned  of  the  possibility  of  serious 
side  reactions— to  know  what  the 
real  dangers  are.  But  it  doesn’t  do  a 
bit  of  good  to  indicate  that  a patient 
on  oral  penicillin  may  develop  a 
rash,  itching,  or  a drop  in  blood 
pressure.  Or  that  he  may  faint.  I 
think  the  real  danger  is  that  fright 
engendered  by  the  insert  may  pos- 
sibly outweigh  the  potential  good. 


main  purpose  of  drug  information 
for  the  patient  is  to  get  his  coopera- 
tion in  following  a drug  regimen. 

Preparation  and  distribution  of 
patient  drug  information 

We  would  hope  to  amass  infor- 
mation from  physicians,  medical 
societies,  the  pharmaceutical  indus- 
try and  centers  of  medical  learning. 
The  ultimate  responsibility  for  uni- 
form labeling  must,  however,  rest 
with  the  Food  and  Drug  Administra- 
tion. There  is  nothing  wrong  with 
this  agency  saying,  "this  informa- 
tion is  generally  agreed  upon  and 
therefore  it  should  be  used,"  as  long 
as  our  process  for  getting  the  infor- 
mation is  sound. 

Distribution  of  the  information 
is  a problem.  In  great  measure  it 
would  depend  on  the  medication  in 
question.  For  example,  in  the  case 
of  an  injectable  long-acting  proges- 
terone, we  would  think  it  mandatory 
to  issue  two  separate  leaflets— a 
short  one  for  the  patient  to  read  be- 
fore getting  the  first  shot  and  a long 
one  to  take  home  in  order  to  make  a 
decision  about  continuing  therapy. 

In  this  case,  the  information  might 
be  put  directly  on  the  package  and 
not  removable  at  all.  But  for  a medi- 
cation like  an  antihistamine  this 
information  might  be  issued  sepa- 
rately, thus  giving  the  physician  the 
option  of  distribution.  This  could 
preserve  the  placebo  use,  etc. 


Only  the  doctor  can  remove  that  fear 
by  20  or  30  minutes  of  conversation. 

I’m  not  suggesting  that  we 
withhold  any  information  from  the 
patient  because,  first  of  all,  it  would 
be  totally  dishonest  and  secondly,  it 
would  defeat  the  very  purpose  of  the 
insert.  I do  think  that  a patient  on  the 
birth  control  pill  should  know  about 
the  incidence  of  phlebothrombosis. 

If  you’re  going  to  tell  a patient 
the  incidence  of  serious  adverse  re- 
actions, then  you  have  to  tell  him 
that  a concerned  medical  decision 
was  made  to  use  a particular  medi- 
cation in  his  situation  after  careful 
consideration  of  the  incidence  of 
complications  or  side  effects. 

Emotionally  unstable  patients  pose 
-a  special  problem 

There  are  patients  who,  be- 
cause of  severe  emotional  problems, 
could  not  handle  the  information 
contained  in  a patient  package  in- 
sert. Yet  if  we  are  going  to  have  a 
package  insert  at  all,  we  just  can't 
have  two  inserts.  I think  we  might 
simply  have  to  tell  the  families  of 
these  patients  to  remove  the  insert 
from  the  package. 

Legal  implications  of  the  patient 
package  insert 

Just  what  effect  would  a pa- 


It is  in  the  distribution  of  pa- 
tient information  that  the  pharma- 
cist may  get  involved.  As  profession- 
als and  members  of  the  health-care 
team  and  as  a most  important  source 
of  drug  information  to  patients, 
pharmacists  should  be  responsible 
for  keeping  medical  and  drug  rec- 
ords on  patients.  It  is  also  logical 
that  they  should  distribute  drug  in- 
formation to  them. 

Realistic  problems  must  be 
considered 

We  have  to  expect  that  the  in- 
troduction of  an  information  device 
will  also  create  new  problems.  First, 
how  can  we  communicate  complex 
and  sophisticated  information  to 
people  of  widely  divergent  socio- 
economic and  ethnic  groups?  Sec- 
ond, what  will  we  say?  And  third, 
how  can  we  counteract  the  negative 
attitude  of  many  physicians  toward 
any  outside  influence  or  input?  Hope- 
fully the  medical  profession  will  re- 
spond by  anticipating  the  problems 
and  helping  to  solve  them.  Assum- 
ing we  can  also  solve  the  difficulty 
of  communicating  information  to  di- 
verse groups  throughout  the  United 
States,  our  remaining  task  will  be 
the  inclusion  of  appropriate  material. 

What  information  is  appropriate? 

In  my  opinion,  technical,  chem- 
ical and  such  types  of  material 
should  not  be  included.  And  there  is 


no  point  in  the  routine  listing  of  side 
effects  like  nausea  and  vomiting 
which  seem  to  apply  to  practically 
all  drugs,  unless  it  is  common  with 
the  drug.  However,  serious  side  ef- 
fects should  be  listed,  as  should  in- 
formation about  a medication  that 
is  potentially  risky  for  other  reasons. 

Other  pertinent  information 
might  consist  of  drug  interactions, 
the  need  for  laboratory  follow-up, 
and  special  storage  requirements. 
What  we  want  to  include  is  informa- 
tion that  will  help  increase  patient 
compliance  with  the  therapy. 

Positive  aspects  of  patient  drug 
information 

Labeling  medication  for  the 
patient  would  accomplish  a number 
of  good  things:  the  patient  could  be 
on  the  lookout  for  possible  serious 
side  effects;  his  compliance  would 
increase  through  greater  under- 
standing; the  physician  would  be  a 
better  source  of  information  since 
he  would  be  freer  to  use  his  time 
more  effectively;  other  members  of 
the  health-care  team  would  benefit 
through  patient  understanding  and 
cooperation;  and,  finally,  the  physi- 
cian-patient relationship  would  prob- 
ably be  enhanced  by  the  greater 
understanding  on  the  part  of  the  pa- 
tient of  what  the  physician  is  doing 
for  him. 


tient  package  insert  have  on  mal- 
practice? We  could  try  to  avoid  any 
legal  implications  by  pointing  out 
that  the  physician  has  selected  a 
particular  medication  because,  in 
his  professional  judgment,  it  is  the 
treatment  of  choice.  For  instance, 
you  can’t  tell  everyonetakinganti- 
histamines  not  to  work  just  because 
a few  patients  develop  extreme 
drowsiness  which  can  lead  to  acci- 
dents. And  what  about  the  very  small 
incidence  of  aplastic  anemia  rarely 
associated  with  chloramphenicol? 

If,  based  on  sensitivity  studies  and 
other  criteria,  we  decide  to  employ 
this  particular  antibiotic,  we  do  so 
in  full  knowledge  of  this  serious  po- 
tential side  effect.  It’s  not  a simple 
problem. 

How  do  we  handle  an  insert  for  medi- 
cation used  for  a placebo  effect? 

With  rare  exceptions,  physi- 
cians no  longer  use  medications  for 
a placebo  effect.  This  question  does 
raise  the  issue  of  how  a patient  may 
react  to  receiving  a medication 
without  a package  insert. 

Preparation  of  the  package  insert 

The  development  of  the  insert 
ought  to  be  a joint  operation  be- 
tween physicians,  the  pharmaceuti- 
cal industry,  the  A.  M.  A.  and  the  F.D.  A. 


I view  the  A.M.A.’s  role  as  a co- 
ordinator or  catalyst.  It  is  the  only 
organization  through  which  the  pro- 
fession as  a whole,  irrespective  of 
specialty,  can  speak.  It  has  relatively 
instant  access  to  all  the  medical  ex- 
pertise in  this  country.  And  it  can 
bring  that  professional  expertise  to- 
gether to  ensure  a better  package 
insert.  The  A.M.A.  can  work  in  con- 
junction with  the  industry  that  has 
produced  the  product  and  which  is 
ultimately  going  to  supply  the  insert. 

I don’t  think  we  should  rely,  or 
expect  to  rely,  on  legislative  com- 
mittees and  their  nonprofessional 
staffsto  make  these  decisions  when 
it  is  perfectly  within  the  power  of 
the  two  groups  to  resolve  the  issues 
in  the  very  best  American  tradition — 
without  the  government  forcing  us 
to  do  it.  I think  the  F.D. A.  has  to  be 
involved,  but  I’d  like  them  to  become 
involved  because  they  were  asked 
to  become  involved. 


Pharmaceutical 
Manufacturers  Association 
11 55  Fifteenth  Street,  N.W. 
Washington,  D.C.  20005 


Big  Balanced  Rock,  Chiricahua  Mountains,  Arizona  (approx  1,000  tons) 
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□ Found  useful  in  the  management  of  vertigo*  associated  with 
diseases  affecting  the  vestibular  system. 

□ Can  relieve  nausea  and  vomiting  often  associated  with  vertigo* 

□ Usual  adult  dosage  for  Antivert/25  for  vertigo:*  one  tablet  t.i.d. 

□ Also  available  as  Antivert  (meclizine  HQ)  12.5  mg.  scored 
tablets,  for  dosage  convenience  and  flexibility. 

□ Antivert/25  (meclizine  HC1)  25  mg.  Chewable  Tablets  for 
nausea,  vomiting  and  dizziness  associated  with  motion  sickness. 
BRIEF  SUMMARY  OF  PRESCRIBING  INFORMATION 


‘INDICATIONS.  Based  on  a review  of  this  drug  by  the  National  Academy  of 
Sciences —National  Research  Council  and/or  other  information,  FDA  has  classified 
the  indications  as  follows: 

Effective.  Management  of  nausea  and  vomiting  and  dizziness  associated  with 
motion  sickness. 

Possibly  Effective  Management  of  vertigo  associated  with  diseases  affecting  the 
vestibular  system. 

Final  classification  of  the  less  than  effective  indications  requires  further 
investigation 


CONTRAINDICATIONS.  Administration  of  Antivert  (medizine  HC1)  during  preg- 
nancy or  to  women  who  may  become  pregnant  is  contraindicated  in  view  of  the 
teratogenic  effect  of  the  drug  in  rats 

The  administration  of  meclizine  to  pregnant  rats  during  the  12-15  day  of  gestation 
has  produced  cleft  palate  in  the  offspring  Limited  studies  using  doses  of  over  100  mg  / 
kg./day  in  rabbits  and  10  mg./kg ./day  in  pigs  and  monkeys  did  not  show  cleft  palate. 
Congeners  of  meclizine  have  caused  cleft  palate  in  speciesother  than  the  rat 
Meclizine  HC1  is  contraindicated  in  individuals  who  have  shown  a previous  hyper- 
sensitivity to  it. 

WARNINGS  Since  drowsiness  may,  on  occasion,  occur  with  use  of  this  drug,  panents 
should  be  warned  of  this  possibility  and  cautioned  against  driving  a car  or  operating 
dangerous  machinery. 

Usage  in  Children  Clinical  studies  establishing  safety  and  effectiveness  in  children 
have  not  been  done;  therefore,  usage  is  not  recommended  in  the  pediatric  age  group 
Usage  in  Pregnancy:  See  "Contraindications!’ 

ADVERSE  REACTIONS.  Drowsiness,  dry  mouth  and,  on  rare  occasions,  blurred 
vision  have  been  reported.  nAAm/^ 

More  detailed  professional  information  available  on 

request.  A division  of  Pfizer  Pharmaceuticals 


Antivert  25 

(meclizine  HC1)  25  mg.Tablets 

for  vertigo* 


New  York,  New  York  10017 


DIGOXIN  DOSE  ( ug/Kg) 

Fig.  2.  The  correlation  between  digoxin  dose  and  serum  digoxin 
level:  Effect  of  renal  function.  The  regression  lines  were  deter- 
mined for  patients  with  normal  renal  function  ( — ) and  for  pa- 
tients with  renal  failures  ( — ).  The  serum  digoxin  concentrations 
were  measured  6-8  hours  following  the  last  digoxin  dose  in  pa- 
tients who  were  on  maintenance  digoxin  therapy  for  at  least  one 
week.  Abbreviations:  CCr  = creatinine  clearance;  r = the  cor- 
relation coefficient  for  the  regression  line:  n = the  number  of 
patients:  and  p = the  level  of  significance. 

digoxin  dose  with  the  digoxin  level  for  patients  with 
normal  renal  function  and  for  patients  with  renal 
failure.  There  are  two  important  differences  in  the 
dose  response  curves.  First,  the  regression  line  is 
shifted  to  the  left  by  poor  renal  function.  If  1.4  ng 
per  milliliter  is  the  desired  therapeutic  level,  the 
maintenance  digoxin  dose  is  4 ng/kg  or  0.25  mg  for 
a 63  kg  individual.  In  contrast,  to  achieve  the  same 
digoxin  level  in  a patient  with  renal  failure,  the  dose 
is  2yug/kg  or  0.125  milligrams.  A second  considera- 
tion is  the  slopes  of  the  regression  lines.  Increasing 
the  digoxin  dose  results  in  a greater  increase  in  the 
serum  digoxin  concentration  in  the  patient  with 
renal  failure  than  in  the  patient  with  normal  renal 
function.  This  is  probably  related  to  the  decreased 
apparent  distribution  volume  for  patients  with  renal 
insufficiency  and  may  further  help  to  explain  why 
patients  with  renal  insufficiency  are  more  prone  to 
develop  digoxin  toxicity. 

A narrow  margin  exists  between  the  therapeutic 
and  toxic  serum  digoxin  concentration.  9 34  35  These 
original  observations  have  been  substantiated  by 
several  subsequent  studies  and  indicate  that  a useful 
method  for  monitoring  clinical  response  to  digoxin 
is  to  measure  the  serum  digoxin  concentration.  The 
serum  for  the  digoxin  concentration  should  be  ob- 
tained six  to  eight  hours  after  the  last  dose.  In  addi- 
tion to  demonstrating  that  there  was  a significant 
difference  between  therapeutic  and  toxic  digoxin 
concentrations,  we  have  recently  evaluated  pa- 
tients who  were  not  toxic  but  who  were  in  conges- 


tive heart  failure  in  an  effort  to  define  a sub-thera- 
peutic group.  These  patients  had  lower  mean  serum 
digoxin  concentration  than  patients  who  had  a 
therapeutic  response.3®  Thus,  the  digoxin  concen- 
tration is  helpful  in  determining  if  a therapeutic 
effect  can  be  anticipated.  The  therapeutic  range  for 
digoxin  was  1 .0  to  2.2  ng/ml  at  six  to  eight  hours  fol- 
lowing a dose  and  is  consistent  with  other  reported 
ranges.37 

Because  of  the  high  incidence  of  digoxin  toxicity, 
a number  of  methods  have  been  devised  to  assist 
the  physician  in  treatment  of  the  patient.  These  in- 
clude nomograms3®  as  well  as  computer  programs. 

There  has  been  recent  enthusiasm  for  the  use  of 
computer-assisted  programs  to  advise  physicians 
on  digoxin  dosage  regimens.3'1  These  programs  use 
pharmacokinetic  information  and  have  been  shown 
to  decrease  the  incidence  of  toxicity.4"  Flowever, 
recent  studies41  indicate  that  initial  enthusiasm  for 
these  programs  must  be  modified.  The  use  of  com- 
puter programs  which  accept  input  subsequent  to 
the  original  estimation  may  be  more  valuable.42  Al- 
though these  programs  and  the  nomograms  are 
useful  in  initiating  therapy,  it  is  important  to  in- 
dividualize therapy.  It  appears  that  the  least  ex- 
pensive, and  most  reliable  way  to  evaluate  digoxin 
therapy  is  to  determine  the  serum  digoxin  concen- 
tration. Evidence  has  been  reported  43  44  that  the 
availability  of  the  serum  digoxin  concentration  is 
associated  with  a 50 % reduction  of  clinical  digoxin 
intoxication. 

The  serum  digoxin  concentration  should  not  be 
determined  routinely  in  every  patient  who  receives 
digoxin.  However,  digoxin  levels  are  useful  in  a 
number  of  situations.  The  clinician  will  find  the 
serum  digoxin  level  useful  in  deciding:  ( 1)  if  the  pa- 
tient is  taking  the  glycoside  regularly,  (2)  if  bio- 
availability problems  exist  with  the  dosage  form, 
and  (3)  if  an  arrhythmia  is  due  to  the  glycoside  or 
intrinsic  heart  disease.  Serum  levels  are  also  useful 
(Dina  patient  for  whom  an  adequate  history  cannot 
be  obtained,  (2)  when  the  physician  wishes  to  know 
whether  or  not  the  patient  is  receiving  digoxin  or 
digitoxin,  and  (3)  to  determine  whether  the  patient 
can  be  given  more  than  the  maintenance  dose  he  is 
receiving  at  the  time  the  level  was  obtained.  It  is 
important  wherever  possible  to  determine  the 
presence  of  other  factors  such  as  age,  thyroid 
status,  acidosis,  hypokalemia,  hypoxemia,  hypo- 
magnesemia, hypercalcemia,  etc.  All  of  these  fac- 
tors are  important  determinates  of  the  response  to 
digoxin  in  the  individual  patient,  and  they  may  alter 
the  expected  clinical  response  based  on  the  serum 
digoxin  concentration.  Thus,  clinical  judgment  re- 
mains an  essential  factor  in  determining  appropriate 
therapy  with  digoxin. 

A controversy  exists  regarding  the  use  of  digitalis 
in  acute  myocardial  infarction.  Animal  experiments 
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indicate  that  digitalis  is  more  likely  to  be  associated 
with  serious  arrhythmias  in  acute  myocardial  in- 
farction, and  digitalis  may  extend  the  infarct  size. 
Clinical  studies,  however,  support  the  judicious  use 
of  digitalis  in  acute  myocardial  infarction  if  the  clin- 
ical indications  for  its  use  are  present  (supraventri- 
cular tachyarrhythmias,  or  congestive  heart  fail- 
ure).45 The  use  of  digitalis  in  cardiogenic  shock  is 
unresolved.  Although  there  are  no  strict  dosing 
guidelines,  it  is  suggested  that  one-half  the  dose  of 
digoxin  be  administered.  This  clinical  situation  is  an 
example  where  monitoring  the  serum  digoxin  con- 
centration would  be  useful  in  individualizing  ther- 
apy. 

Digitalis  Toxicity  and  its  Treatment 

In  a recent  prospective  study  of  the  15%  of  pa- 
tients taking  digitalis  on  admission  to  a large  hos- 
pital, 23%  were  found  to  have  definite  digitalis 
toxicity  by  serial  electrocardiogram.34  The  impor- 
tance of  this  problem  is  emphasized  by  a higher 
mortality  rate  in  the  patients  with  digitalis  intoxica- 
tion. The  clinician  must  be  constantly  aware  of  the 
possibility  of  digitalis  toxicity  and  obtain  appro- 
priate laboratory  tests  to  substantiate  the  diagnosis. 
The  most  useful  addition  to  the  laboratory  tests 
available  for  this  purpose  has  been  the  digitalis 
radioimmunoassay  which  uses  a specific  antibody 
to  the  glycoside.45  The  accuracy  and  specificity  of 
digoxin  antibody  are  very  important.46  47  The  clini- 
cian must  be  aware  of  some  technical  problems, 
since  they  may  affect  the  accuracy  of  the  serum 
digoxin  concentration  measurement.  These  include 
quenching  of  the  radioactive  material  by  hemolyzed 
blood,  the  presence  of  hyperbilirubinemia,  radioac- 
tivity in  the  patient’s  serum  due  to  a diagnostic  test, 
the  interference  by  other  drugs,  such  as  spironolac- 
tone,4 49  with  the  binding  of  digoxin  to  the  antibody, 
and  the  serum  protein  concentration.50  The  effect 
of  these  factors  depends  on  the  type  of  assay  em- 
ployed. 

Criteria  for  clinical  digitalis  toxicity  vary.  Elec- 
trocardiographic changes  are  the  most  important 
toxic  manifestations  since  they  are  associated  with 
increased  morbidity  and  mortality.  Gastrointestinal 
and  visual  symptoms  have  been  associated  with 
digitalis  toxicity.  With  the  exception  of  anorexia, 
however,  their  correlation  with  the  plasma  digitalis 
concentration  is  poor.’’  Since  nausea  and  vomiting 
are  caused  by  digitalis,51  the  lack  of  correlation  is 
most  likely  related  to  the  association  of  these  symp- 
toms with  cardiac  failure,  associated  illnesses  and 
other  drugs. 

The  most  frequently  encountered  arrhythmias 
include  premature  ventricular  beats,  usually  bidi- 
rectional or  coupled  as  bigeminy  and  trigeminy, 
atrial  tachycardia  with  block,  ventricular  tachy- 
cardia or  fibrillation  and  AV  block  [1st  degree  or 


Table  2 

Frequency  of  Arrhythmias  in  Digitalis  Intoxication 

1.  Ventricular  Premature  Beats  — 33% 

2.  Ventricular  Tachycardia  — 8% 

3.  Non-paroxysmal  AV  Junctional  Tachycardia  — 17% 

4.  AV  Junctional  Escape  Rhythms  — 12% 

5.  Atrial  Tachycardia  with  Block  — 10% 

6.  Second  and  Third  Degree  AV  Block  18% 

7.  SA  Block  with  Sinus  Arrest  — 2% 


Table  3 

An  Approach  to  the  Patient  With 
Suspected  Digitalis  Intoxication 

1.  Pre-disposing  factors: 

a.  Is  the  dose  too  large? 

b.  Is  the  clearance  of  the  drug  reduced? 

c.  Are  there  factors  which  increase  myocardial 
susceptibility  to  digitalis? 

2.  Are  there  extracardiac  symptoms? 

a.  Anorexia, 

b.  Nausea  or  vomiting, 

c.  Viseral  changes. 

3.  What  is  the  cardiac  arrhythmia? 

4.  What  is  the  serum  digitalis  concentration? 

5.  Does  the  arrhythmia  change  when  digitalis  is  withheld? 


Mobitz  Type  I (Wenckeback  phenomenon)].  In  the 
presence  of  atrial  fibrillation,  additional  clues  to  the 
possibility  of  digitalis  toxicity  include  bradycardia, 
the  presence  of  AV  escape  beats,  AV  junctional 
rhythm  or  the  presence  of  a Type  I exit  block.  Al- 
most any  arrhythmia  can  be  caused  by  digitalis; 
accordingly,  in  a complicated  clinical  setting,  it  is 
often  difficult  to  determine  whether  the  arrhythmia 
is  due  to  digitalis  or  not.  The  frequency  of  various 
arrhythmias  encountered  in  digitalis  toxicity  is 
shown  in  Table  2.  It  is  important,  whenever  pos- 
sible, to  document  what  happens  to  the  arrhythmia 
when  digitalis  is  discontinued.  Disappearance  of 
the  arrhythmia  after  discontinuation  of  digitalis  is 
important  evidence  that  digitalis  was  the  cause  of 
the  arrhythmia.  There  may  be  a period  between  the 
return  of  the  serum  digitalis  concentration  to  thera- 
peutic levels  and  the  disappearance  of  the  arrhyth- 
mia. 

Acute  digitalis  poisoning  may  produce  hyper- 
kalemia resulting  from  the  inhibition  of  the  (Na+- 
K+)  activated  ATPase  system.  The  hyperkalemia 
is  associated  with  a poor  prognosis.52  This  clinical 
setting  is  complicated  since  profound  hyperkalemia 
can  cause  complete  heart  block  and  cardiac  stand- 
still. Thus,  lowering  the  serum  K + by  such  mea- 
sures as  glucose  and  insulin,  and  sodium  polysty- 
rene sulfonate  (Kayexalate®)  may  be  tried.  How- 
ever, care  should  be  exercised  to  avoid  hypo- 
kalemia and  potentiation  of  digitalis  toxicity.  A 
temporary  demand  pacemaker  is  recommended  in 
this  clinical  setting. 

Early  recognition  of  digitalis  intoxication  is  es- 
sential to  successful  treatment.  Treatment  of  the 
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digitalis  arrhythmia  is  dependent  upon  the  type  of 
arrhythmia  and  the  clinical  setting  in  which  it  occurs 
(see  Table  3).  It  is  important,  therefore,  to  indi- 
vidualize treatment  with  the  various  antiarrhythmic 
drugs.  Often,  careful  electrocardiographic  monitor- 
ing following  discontinuation  of  digitalis  is  all  that  is 
required.  In  general,  the  conduction  abnormalities 
are  less  life-threatening  than  those  of  increased 
automaticity  since  it  often  leads  to  ventricular  fibril- 
lation. The  use  of  direct  current  shock  to  convert 
arrhythmia  secondary  to  digitalis  should  not  be  used 
unless  ventricular  tachycardia  or  fibrillation  exists. 
In  particular,  direct  current  shock  to  convert  atrial 
fibrillation  in  a patient  with  digitalis  intoxication  is 
contraindicated.  The  risk  of  countershock  is  de- 
creased when  lower  energy  levels  are  used.53 

Phenytoin  (diphenylhydantoin)  and  lidocaine  are 
the  agents  of  choice  for  the  treatment  of  premature 
ventricular  contractions  and  ventricular  tachy- 
cardia. 4 Phenytoin  (DPH)  can  convert  atrial  tachy- 
cardia with  blocked  sinus  rhythm  and  improve  AV 
conduction.  Although  paroxysmal  AV  junction 
tachycardia  may  be  abolished,  it  is  usually  more  re- 
sistant to  the  effects  of  DPH.  If  the  DPH  is  given 
intravenously,  no  more  than  100  mg  should  be  given 
every  five  to  ten  minutes  with  ECG  monitoring  until 
a satisfactory  effect  is  obtained,  or  1 ,000  milligrams 
is  administered.  Intravenous  therapy  is  necessary 
since  the  half-life  of  DPH  is  approximately  24  hours 
and  by  simply  giving  300  mg/day,  four  to  five  days 
would  elapse  before  a therapeutic  DPH  concentra- 
tion of  10  to  20 /ug/ml  was  achieved. 

Other  forms  of  therapy  for  digitalis  intoxication 
include  potassium  replacement,  propranolol,  quini- 
dine  and  procainamide.  These  drugs  are  all  less 
desirable  since  they  decrease  conduction  and  may 
potentiate  the  AV  block  produced  by  digitalis.  New 
developments  include  the  use  of  cholestyramine, 
colestipol  and  activated  charcoal  to  interrupt  the 
enterohepatic  circulation  of  digitoxin.  Digoxin  may 
also  undergo  an  enterohepatic  circulation  which  is 
more  extensive  than  was  previously  thought.  Thus, 
the  anion  exchange  resins,  particularly  colestipol, 
may  be  useful  in  the  treatment  of  digoxin  intoxica- 
tion. Potassium  canrenonate  is  currently  an  experi- 
mental approach  for  the  treatment  of  digoxin  in- 
toxication. An  additional  experimental  approach  to 
the  treatment  of  digitalis  intoxication  is  its  reversal 
by  glycoside  specific  antibodies.54  The  use  of  Fab 
fragments,  which  have  lower  immunogenicity  and  a 
more  rapid  clearance  than  IgG  molecule  may  one 
day  be  added  to  the  methods  for  treatment  of  digi- 
talis toxicity.4 

Conclusion 

The  digitalis  glycosides  remain  the  most  useful 
and  reliable  drugs  for  producing  long-term  increase 
of  myocardial  contractility,  and  they  have  a de- 


served place  in  the  treatment  of  congestive  heart 
failure.  In  view  of  the  high  frequency  of  toxicity, 
however,  it  is  important  to  consider  the  possibility 
that  they  may  have  been  overused,  particularly  in 
the  treatment  of  patients  with  symptoms  suggestive 
of  congestive  heart  failure,  but  in  whom  the  reasons 
for  congestive  heart  failure  are  poorly  defined. 
Recent  increases  in  our  knowledge  of  heart  failure 
indicate  that  a number  of  factors  are  important  in 
producing  this  altered  state  of  physiology.  Among 
these  factors  are  abnormalities  in  pre-load  and  after- 
load, which  must  be  considered  along  with  the  ab- 
normalities in  contractility  in  deciding  the  thera- 
peutic approach  to  the  patient  with  congestive  heart 
failure.  It  is  hoped  that  through  a better  understand- 
ing of  the  mechanisms  involved  in  altered  myo- 
cardial contractility  that  a more  rational  basis  can  be 
chosen  to  individualize  the  need  for  the  digitalis 
glycosides  in  the  management  of  heart  failure.  The 
classical  concept  that  heart  failure  is  always  an  in- 
dication for  digitalis  therapy  probably  needs  re- 
vision.3 It  is  also  hoped  that  through  understanding 
the  clinical  and  basic  pharmacology  of  the  digitalis 
compounds  that  the  clinical  use  of  these  drugs  will 
become  more  rational  and  that,  coincident  with  this 
increased  rational  use,  there  will  be  a reduction  in 
the  incidence  of  toxic  events. 
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mentation  is  in  progress.  Perinatal  mortality  rates 
are  used  to  gauge  Obstetric  care.  A hospital's  ex- 
perience is  summarized.  And,  recommendations 
applicable  to  all  Obstetric  services  have  been  pre- 
sented. 
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A Report  of  the  International  Symposium 
on  pH  and  Blood  Gases 

William  H.  Austin,  M.D. 


On  July  7th  and  8th  of  this  year,  the  National 
Bureau  of  Standards  in  Washington,  D C.,  spon- 
sored a symposium  in  order  to  initiate  a mechanism 
to  handle  the  problems  arising  from  the  increasingly 
important  fields  of  pH  and  Blood  Gas  Measure- 
ment. 

Although  it  has  been  half  a century  since  Van 
Slyke  and  Henderson  described  the  physiologic 
relationships  and  mechanisms  involved  in  acid-base 
balance,  there  still  remain  many  uncertainties  as  to 
which  indices  are  best  measured,  what  parameters 
should  be  derived  from  the  measured  data  and  how 
to  calculate  them,  and  frankly,  how  these  data 
should  be  interpreted  by  the  clinician.  It  therefore 
is  the  goal  of  the  American  Association  of  Clinical 
Chemists,  the  National  Committee  for  Laboratory 
Standards,  and  other  interested  researchers  and 
clinicians  to  standardize  the  parameters  in  this  field, 
so  there  may  be  a universal  discourse  and  under- 
standing of  the  many  problems  inherent  in  it.  The 
conflict  of  ideas  that  still  exists  is  serious,  not  only 
for  the  pedagogical  need  for  uniformity  and  nomen- 
clature, but  also  for  the  more  pragmatic  reason  that 
as  highly-sophisticated  pH/blood  gas  analyzers  are 
developed,  the  derived  parameters  upon  which  the 
clinician  will  base  a large  part  of  his  diagnosis  will 
be  critically  dependent  upon  the  assumptions  and 
“standard”  values  used  in  the  calculations.  Even  as 
automated  clinical  acid-base  analyzers  are  being 
developed,  the  unanswered  significance  of  certain 
derived  parameters  and  the  need  for  standardiza- 
tion are  problems  that  still  remain. 

At  the  request  of  these  many  interested  parties, 
the  United  States  Department  of  Commerce, 
through  the  National  Bureau  of  Standards,  took  the 
initiative  to  sponsor  a conference,  in  order  to  pro- 
vide a forum  for  the  resolution  of  the  many  and 
varied  differences  that  exist,  and  to  help  establish 
acceptable,  world-wide  standards. 

As  an  initial  step,  a panel  of  experts  on  pH  and 
blood  gases  was  assembled  to  deal  with  some  urgent 
problems,  and  to  establish  a means  for  the  formation 
of  a group  for  continual  study  and  recommendations 
in  this  area.  Under  the  direction  of  Dr.  Richard  A. 
Durst,  an  intense  conference  was  devised  with  par- 
ticipants from  many  countries,  representatives 
from  scientific  societies,  and  scientists  from  three 
major  instrument-manufacturing  companies.  This 
working  panel  of  twenty-three  members  dealt  with 
the  following  topics: 


1.  Acid-Base  status 

a.  Definition  of  quantities  and  concepts 

b.  Recommendations  of  nomenclature,  phy- 
siological terminology  and  symbols 

c.  Establishment  of  reference  values 

d.  Evaluation  of  nomograms  and  algorithms 

e.  Establishment  of  methods  for  blood  sam- 
pling, handling,  and  storage. 

The  balance  of  the  session  was  concerned  with: 

2.  Instruments,  Methodologies  and  Standards 

a.  Instrument  specifications 

b.  Quality  control  and  standards 

c.  Development  of  reference  methods 

This  was  followed  by  open  discussion  which 

touched  on  the  areas  described.  The  transactions  of 
this  symposium  are  being  published,  and  will  serve 
as  a working  document  for  a Permanent  Committee 
on  pH  and  Blood  Gas  Measurement.  Although 
there  was  no  attempt  made  to  completely  resolve 
even  the  primary  differences,  progress  was  made  by 
focusing  on  this  subject  at  an  international  level. 

For  the  clinician  this  means  that  there  is  some 
attempt  being  made  to  put  this  subject  on  a func- 
tional level,  not  only  to  help  in  the  understanding 
of  problems,  but  also  with  the  communication  of 
these  problems  on  a common  ground.  For  the  re- 
searcher and  basic  scientist,  it  means  the  develop- 
ment of  a uniform  language,  so  that  the  exchange 
of  ideas  will  not  be  hampered  by  a scientific  lan- 
guage barrier. 

As  a participant,  representing  the  United  States, 
it  was  easy  to  see  that  the  task  was  an  enormous 
one.  There  is  a strong  European  move  to  convert  to 
the  International  System  (S.I.)*  of  measurement, 
which  would  spill  over  into  the  medical  field.  This 
problem  came  on  top  of  the  already  existing  dis- 
crepancies in  clinical  and  laboratory  nomenclature 
and  the  physiological  concepts  which  these  encom- 
pass. The  Bureau  of  Standards  agreed  to  initiate 
work  on  the  development  of  reference  materials  as 
a first  step  in  the  process  of  clarifying  the  many  dif- 
ferences which  are  present. 

It  is  the  purpose  of  this  report  to  assure  the  clini- 
cian who  has  to  deal  with  these  aspects  of  medicine 
more  and  more,  that  concerted  efforts  are  being 


*S.I.  (Systeme  Internationale):  a relatively  unfamiliar  concept 
in  the  U.S.,  where  such  parameters  as  PCO2  in  mmHg  would  be 
spoken  of  as  pka  (Pascal  Units,  i.e.  — 7.5  mm  = 1 pka.) 
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A Burn  Care  Program  For  Maine 

A Report  to  the  Members  of  the  Maine  Medical  Association 

Richard  C.  Britton,  M.D.* 


With  its  33,215  square  miles  and  993,000  people 
distributed  in  relatively  few  areas  of  density  and 
coastal  islands,  Maine  has  serious  problems  with 
the  transportation,  definitive  care,  and  rehabilita- 
tion of  its  seriously  burned  citizens.  While  the  phys- 
ical and  emotional  suffering  of  400  hospitalized  bum 
victims  in  Maine  annually  cannot  be  measures,  the 
estimated  cost  to  the  Maine  community  exceeds 
$500,000  in  welfare  support,  aid  to  dependent  chil- 
dren, workmen’s  compensation,  loss  of  earned 
income,  and  loss  of  valuable  manpower. 

In  1972,  a group  of  concerned  individuals  re- 
quested the  Comprehensive  Health  Planning 
Agency  in  Augusta  to  determine  the  magnitude  of 
the  problem  in  the  State.  A Bum  Study  Group  was 
appointed  and  a survey  of  the  50  acute  care  hospitals 
in  Maine  carried  out  in  1973.  A report  of  these 
efforts  was  published  in  1974. 1 The  major  findings 
and  recommendations  were  as  follows: 

1.  There  are  an  average  of  400  hospitalized  burn 
victims  in  Maine  each  year  with  hospital  length 
of  stay  ranging  from  less  than  one  week  to  six 
months. 

2.  One  hundred  of  these  are  seriously  burned,  re- 
quire months  or  years  of  hospitalization  and 
rehabilitation,  and  are  usually  referred  to  the 
two  largest  hospitals  in  the  State. 

3.  Two-thirds  of  the  seriously  burned  are  adults 
for  whom  there  is  no  center  for  bum  care  in  the 
Northeast. 

4.  An  average  of  ten  badly  burned  children  are 
referred  from  Maine  each  year  to  the  Shriners 
Bums  Institute  in  Boston.  After  superb  bum 
center  care,  they  are  returned  to  Maine  where 
deficiencies  in  special  schooling  and  physical 
therapy  exist. 

5.  There  is  no  central  coordination  of  existing 
resources  for  physical  and  vocational  rehabili- 
tation of  the  most  frequently  burned  citizen, 
the  male  adult  sustaining  non-industrial  bums. 

6.  No  single  Maine  hospital  has  the  capacity  or 
resources  to  accept  all  major  bum  victims. 

7.  The  volume  of  patients,  initial  and  sustaining 
costs,  and  other  considerations  oppose  the 
creation  of  a separate  burn  center  for  Maine. 

8.  The  quality  of  acute  bum  care  in  Maine  ranges 
from  excellent  to  poor  but  the  potential  for  a 

‘Secretary,  Advisory  Bum  Committee  of  the  Maine  Medical 
Association.  Address:  22  Bramhall  Street,  Portland.  Maine 
04102. 


uniformly  high  level  of  care  is  very  real 
through  a coordinated  State-wide  program. 

9.  It  is  recommended  that  the  needs  of  Maine  for 
improved  burn  victim  care  would  be  met 
best  by  a program  of  multiple  strategically 
placed  burn  units,  care  provider  training,  cen- 
tral communication,  and  coordination  of  exist- 
ing rehabilitation  resources. 

To  carry  out  these  recommendations,  an  Ad- 
visory Bum  Committee  was  formed  and  sponsored 
by  the  Maine  Medical  Association.  It  includes  wide 
representation  by  members  of  the  Association,  the 
Maine  Hospital  Association,  the  Maine  Osteo- 
pathic Association,  the  Maine  State  Nurses  Asso- 
ciation, the  Maine  Industrial  Nurses  Association, 
the  Maine  State  Federation  of  Firefighters,  Maine 
Blue  Cross  and  Blue  Shield,  the  Union  Mutual  In- 
surance Company,  the  Liberty  Mutual  Insurance 
Company,  the  Maine  Chapter  of  the  Trauma  So- 
ciety, the  Bureau  of  Health  & Welfare,  the  Bureau 
of  Labor  & Industry,  and  the  Comprehensive 
Health  Planning  Agency. 

During  the  past  two  years,  this  committee  has 
developed  the  following  basic  program: 

1 . The  appointment  of  voluntary  physician  Burn 
Officers  in  each  of  the  50  acute  care  hospitals; 
their  knowledge  of  acute  burn  management 
would  be  updated  by  periodic  seminars  con- 
ducted within  the  State  and  they,  in  turn, 
would  instruct  their  own  community  medical 
and  emergency  room  staffs. 

2.  The  creation  of  four  burn  units  to  be  located 
according  to  regional  burn  incidence,  geo- 
graphical position,  population  density,  and 
local  hospital  interest.  Tentatively  designated 
are  the  Gould  Memorial  Hospital  in  Presque 
Isle  (1  bed),  the  Central  Maine  General  Hos- 
pital in  Lewiston  (3  beds),  the  Eastern  Maine 
Medical  Center  in  Bangor  (4  beds),  and  the 
Maine  Medical  Center  in  Portland  (4  beds). 
Each  burn  unit  would  have  a Director  admin- 
istratively responsible  for  the  development  of 
a bum  care  protocol  and  the  training  of  nurses 
and  technicians. 

3.  The  creation  of  a central  communications  of- 
fice to  provide  assistance  with  daily  burn  cen- 
sus and  patient  referral,  coordinate  medical 
consultation,  the  recording  of  burn  statistics, 
the  planning  of  educational  seminars,  the  co- 
ordination of  physical  and  vocational  reha- 
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bilitation  services,  and  cooperation  with 
other  agencies  in  public  education  in  bum 
tion. 

In  late  1974,  the  Advisory  Committee  endorsed 
joint  application  with  Emergency  Medical  Services 
for  federal  support  of  the  program.  However,  cut- 
backs in  this  type  of  support  eliminated  burn  care 
support  and  left  a reduced  amount  of  support  for 
improvement  of  EMS  services  in  mid-State.  In 
early  1975,  the  interest  of  the  Maine  State  Federa- 
tion of  Firefighters  in  helping  with  fund  raising  plans 
sparked  renewed  efforts  culminating  in  a plan  for 
major  fund  raising  in  1976.  This  organization  of 
7,500  members  represents  the  majority  of  active 
firemen  in  Maine  of  whom  over  8CKT  are  volunteers. 
The  Advisory  Committee,  after  consultation  with 
Dr.  Hanley,  is  in  the  process  of  establishing  an 
accountable  tax-exempt  vehicle  for  fund  raising 
from  public.  State,  and  federal  sources  to  be  called 
the  Pine  Tree  Foundation  for  Burn  Treatment . The 
target  of  $500,000  would  be  used  to  create  the  four 
properly  equipped  bum  units,  establish  the  central 
communication  office,  provide  support  for  nurses 
and  technicians  sent  to  bum  centers  for  special 
training,  and  to  pay  the  costs  of  continuing  educa- 
tion of  all  bum  care  personnel. 

Hospitals  approached  in  regard  to  participation 
in  the  program  have  been  understandably  reluctant 
to  undertake  new  programs  without  guaranteed 
funding  or  to  dedicate  beds  exclusively  for  burn 
care.  It  will  be  the  responsibility  of  the  Foundation 
to  provide  financial  support  for  the  costs  of  renova- 
tion and  basic  equipment,  assistance  with  the  costs 
of  special  training  of  personnel,  and  costs  of  con- 
tinuing education.  Costs  of  operating  the  central 
communication  office,  ideally  located  in  one  of  the 
burn  unit  hospitals,  would  also  be  the  responsibility 
of  the  Foundation.  Clearly,  bum  unit  beds  must  be 


for  multi-purpose  use  since  variable  bum  patient 
census  would  otherwise  make  dedicated  beds  eco- 
nomically not  feasible. 

Physicians  approached  in  regard  to  participation 
as  burn  officers  have  expressed  concern  that  they 
would  inevitably  become  responsible  for  the  care 
of  all  bum  patients  admitted  to  their  hospitals. 
While  this  could  occur  since  the  majority  are  sur- 
geons who  presently  care  for  burn  admissions,  their 
primary  function  as  bum  officers  would  be  educa- 
tional at  the  local  level.  In  addition,  the  assistance 
of  trained  burn  technicians  with  time-consuming 
dressings  and  debridement  will  significantly  reduce 
the  surgeon’s  load,  especially  in  hospitals  without 
surgical  house  officers. 

With  the  bum  program  fully  under  way,  expected 
benefits  for  Maine  include  standardization  of  burn 
victim  acute  resuscitation  and  stabilization,  a uni- 
form high  level  of  intermediate  care  of  the  majority 
of  bum  victims  within  the  State,  reduced  length  of 
stay  through  appropriate  burn  care  protocols,  and 
improved  rehabilitation  through  coordination  and 
expansion  of  existing  services.  Potential  additional 
benefits  resulting  from  cooperative  efforts  of  the 
Advisory  Committee,  the  Foundation,  and  Maine 
Master  Plan  for  Fire  Prevention,  Control,  and  Ad- 
ministration would  include  more  effective  codes  re- 
lating to  flammable  clothing  for  children  and  home 
fire  extinguishers,  more  effective  public  education 
in  firefighters.  The  success  of  the  program,  already 
endorsed  by  the  Maine  Medical  Association  in  con- 
cept, hinges  on  continued  support  by  the  Associa- 
tion as  sponsor  and  the  membership  as  partici- 
pants. 

References 

Bum  Management  in  Maine:  A Report  of  the  Bum  Study  Com- 
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made  to  put  the  subject  in  proper  perspective  for 
better  access  in  the  treatment  of  his  patient.  This, 
after  all,  is  what  it's  all  about.  It  was  clear  to  all  of 
us  that  we  were  not  dealing  with  “lab  values,”  but 
with  a kind  of  separate  science  ( like  electrocardi- 
ography, for  example),  where  there  is  specialized 
help,  better  availability,  and  a usable,  down-to- 
earth  way  of  coping  with  pH  and  blood  gas  informa- 
tion. I do  not  mean  to  say  that  we  have  all  the 
answers  at  our  fingertips,  but  we  do  have  concrete 
ways  in  mind  to  accomplish  our  goals.  This  first 
step  will  hopefully  provide  an  initiative  we  have 


long  needed.  I personally  hope  that  soon  we  will  not 
have  to,  with  a straight  face,  tell  our  colleagues  of 
such  incomprehensible  concepts  such  as  “negative 
base  excess”  and  the  like. 

The  first  fruits  of  our  efforts,  though  very  im- 
perfect, will  appear  in  book  form  and  in  journals  this 
fall  and  winter.  We  ask  your  indulgence  for  a while, 
as  with  time  things  will  take  shape.  With  this  also 
comes  the  pledge  for  our  best  efforts  for  you,  and, 
foremost,  the  patient. 


Ill  Westcott  Rd.,  South  Portland,  Maine  04106 
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New  Law  Affects  Every  Physician 

Sec.  1.  32  MRS  A § 2806  is  enacted  to  read. 

§ 2806.  Prescribing  and  dispensing  of  drugs. 

Every  written  prescription  issued  by  a physician,  osteopath  or  dentist  in  this  State  shall  contain 
in  the  lower  right-hand  corner  of  such  prescription  form  a box  at  least  Vi  inch  by  Vi  inch. 

The  following  words  shall  appear  to  the  left  of  this  box:  “Any  drug  which  is  the  generic  or 
chemical  equivalent  of  the  drug  specified  above  in  this  prescription  may  be  dispensed  provided  that 
the  drug  dispensed  is  listed  in  the  current  edition  of  either  the  National  Formulary  or  the  United 
States  Pharmacopoeia  and  provided  that  no  check  mark  (V)  has  been  handwritten  in  the  box  in  the 
right-hand  lower  comer.” 

Any  pharmacist  receiving  a prescription  in  which  no  check  mark  (V)  is  found  in  the  box 
provided  is  authorized  to  substitute  a generic  or  chemically  equivalent  drug  for  the  drug  specified  on 
the  prescription,  provided  that  the  substituted  drug  is  listed  in  the  current  edition  of  either  the 
National  Formulary  or  the  United  States  Pharmacopoeia  and  that  the  price  of  the  substituted  drug 
does  not  exceed  the  price  of  the  drug  specified  by  the  prescribing  physician,  osteopath  or  dentist. 

Any  pharmacist  who  substitutes  a generic  or  chemically  equivalent  drug  under  the  provisions 
of  this  section  shall  inform  the  person  to  whom  the  drug  is  dispensed  of  the  substitution.  Whenever 
any  substitution  is  made  under  the  provisions  of  this  section,  the  pharmacist  shall  cause  the  name  of 
the  drug  manufacturer  or  distributor  to  appear  on  the  container  label  of  the  drug  dispensed. 

This  section  shall  not  apply  to  prescriptions  ordered  by  physicians  or  osteopaths  for  patients  in 
hospitals  when  such  prescriptions  are  filled  by  a hospital  pharmacy. 

Sec.  2.  Effective  date.  The  effective  date  of  this  Act  shall  be  January  1,  1976. 


SAMPFE  SAMPLE  SAMPLE 


Physician’s  Name 

B.N.D.D.  # 

CITY  STATE 


FOR  DATE 

ADDRESS  

3 


Any  drug  which  is  the  generic  or  chemical  equivalent  of  the  drug  specified  above  in  this 
prescription  may  be  dispensed  provided  that  the  drug  dispensed  is  listed  in  the  current  edition 
of  either  the  N.F.  or  the  U.S.P.  and  provided  that  no  check  mark  (V)  has  been  handwritten  in 
the  box  in  the  right-hand  lower  comer. 


M.D. 
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Maybe  the  patient’s  self-diagno- 
sis is  right.  He  could  have  hay 
fever.  But  that  bright  red  nasal 
mucosa,  along  with  the  thick  dis- 
charge and  excoriation  around 
the  nares,  strongly  suggests  that 
the  main  problem  is  a cold.  Hay 
fever  or  another  form  of  allergic 
rhinitis  may  or  may  not  he  an 
underlying  factor. 

Cftiif  or 


If  a complete  history  and  ex- 
amination rule  out  allergic  rhini- 
tis, the  long-term  outlook  will  he 
a lot  more  favorable  than  his 
own  “diagnosis”  would  have  in- 
dicated. 

But  right  now,  whether  lie’s 
got  allergic  rhinitis  or  a cold,  lie’s 
suffering  from  the  same  irritat- 


ing symptoms  of  drip,  congestion 
and  stuffiness.  Fry  Dimetapp 
Extentabs®.  They’re  formulated 
to  relieve  these  symptoms  with- 
out much  chance  of  causing 
drowsiness  or  overstimulation. 
Your  patients  will  appreciate  the 
24-hour  relief  they  can  get  from 
just  one  tablet  every  12  hours. 


Attergy? 


Whether  it’s  a cold  or  an  allergy,  Dimetapp  Extentabs®  relieve  stuffiness,  drip  and  congestion.* 


INDICATIONS 

Based  on  a review  of  this  drug  by  the 
National  Academy  of  Sciences  — 
National  Research  Council  and/or 
other  information,  FDA  has  classified 
the  following  indications  as  lacking 
substantial  evidence  of  effectiveness 
as  a fixed  combination:  Dimetapp 
Extentabs  are  indicated  for  symptom- 
atic relief  of  allergic  manifestations  of 
upper  respiratory  illnesses,  such  as  the 
common  cold,  seasonal  allergies, 
sinusitis,  rhinitis,  conjunctivitis  and 
otitis.  In  these  cases  it  quickly  reduces 
inflammatory  edema,  nasal  congestion 
and  excessive  upper  respiratory  secre- 
tions. thereby  affording  relief  from 
I nasal  stuffiness  and  postnasal  drip. 


CONTRAINDICATIONS:  Hypersensitivity 
to  antihistamines  of  the  same  chemical 
class.  Dimetapp  Extentabs  are  contrain- 
dicated during  pregnancy  and  in  children 
under  1 2 years  of  age.  Because  of  its  dry- 
ing and  thickening  effect  on  the  lower 


respiratory  secretions,  Dimetapp  is  not 
recommended  in  the  treatment  of  bron- 
chial asthma.  Also,  Dimetapp  Extentabs 
are  contraindicated  in  concurrent  MAO 
inhibitor  therapy. 

WARNINGS:  Use  in  children:  In  infants 
and  children  particularly,  antihistamines 
in  overdosage  may  produce  convulsions 
and  death. 

PRECAUTIONS:  Administer  with  care  to 
patients  with  cardiac  or  peripheral  vascu- 
lar diseases  or  hypertension.  Until  the 
patient's  response  has  been  determined, 
he  should  be  cautioned  against  engaging 
in  operations  requiring  alertness  such  as 
driving  an  automobile,  operating  ma- 
chinery, etc.  Patients  receiving  antihista- 

Dimetayy 

Eartentahs 

Dimetane®  (brompheniramine  maleate), 

12  mg.;  phenylephrine  HCI,  15  mg.; 
phenylpropanolamine  HCI,  15  mg. 


mines  should  be  warned  against  possible 
additive  effects  with  CNS  depressants 
such  as  alcohol,  hypnotics,  sedatives, 
tranquilizers,  etc. 

ADVERSE  REACTIONS:  Adverse  reac- 
tions to  Dimetapp  Extentabs  may  include 
hypersensitivity  reactions  such  as  rash, 
urticaria,  leukopenia,  agranulocytosis, 
and  thrombocytopenia;  drowsiness,  lassi- 
tude, giddiness,  dryness  of  the  mucous 
membranes,  tightness  of  the  chest,  thick- 
ening of  bronchial  secretions,  urinary 
frequency  and  dysuria,  palpitation,  hypo- 
tension/hypertension, headache,  faint- 
ness, dizziness,  tinnitus,  incoordination, 
visual  disturbances,  mydriasis,  CNS- 
depressant  and  (less  often)  stimulant 
effect,  anorexia,  nausea,  vomiting,  diar- 
rhea, constipation,  and  epigastric  distress. 
HOW  SUPPLIED:  Light  blue  Extentabs  in 
bottles  of  100  and  500. 
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when  pain  goes  on...  and  on...  and  on 
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For  the  patient  with  a terminal  illness,  PAIN  past, 
present,  and  future  can  dominate  his  thoughts 
until  it  becomes  almost  an  obsession.  The  more  he 
is  aware  of  the  pain  he  is  now  experiencing,  the 
more  difficult  it  is  to  erase  his  memory  of  yester- 
day’s pain,  and  to  allay  his  fearful  anticipation 
of  tomorrow's  pain. 

Surely  the  last  thing  this  patient  needs  is  an 
analgesic  containing  caffeine  to  stimulate  the 
senses  and  heighten  pain  awareness.  A far  more 
logical  choice  is  Phenaphen  with  Codeine.  The 
sensible  formula  provides  V 4 grain  of  phenobarbital 
to  take  the  nervous  "edge"  off,  so  the  rest  of  the 
formula  can  help  control  the  pain  more  effectively. 
Don't  you  agree,  Doctor,  that  psychic  distress 
is  an  important  factor  in  most  of  your  terminal 
and  long-term  convalescent  patients? 


the  analgesic  formula  that  calms  instead  of  caffeinates 

Phenaphen 
with  Codeine 


Phenaphen  with  Codeine  No  2.  3.  or  4 contains  Phenobarbital  ('/<  gr  >.  16  2 mg  (warning 
may  be  habit  forming);  Aspirin  (2Vj  gr  ),  162  0 mg  ; Phenacetln  (3  gr ) 194  0 mg  ; Codeine 
phosphate,  % gr,  (No  2).  ’/j  gr  (No  3)  or  1 gr  (No  4)  (warning  may  be  habit  forming) 
Indications:  Provides  relief  in  severer  grades  of  pain,  on  low  codeine  dosage, 
with  minimal  possibility  of  side  effects.  Its  use  frequently  makes  unnecessary 
the  use  of  addicting  narcotics.  Contraindications:  Hypersensitivity  to  any  of 
the  components  Precautions:  As  with  all  phenacetin-containing  products 
excessive  or  prolonged  use  should  be  avoided.  Side  effects:  Side  effects  are 
uncommon,  although  nausea,  constipation  and  drowsiness  may  occur  Dosage: 
Phenaphen  No.  2 and  No  3—1  or  2 capsules  every  3 to  4 hours  as  needed; 
Phenaphen  No  4—1  capsule  every  3 to  4 hours  as  needed.  For  further  details 
see  product  literature 

/dr.  Phenaphen  with  Codeine  is  now  classified  in  Schedule  III.  Controlled  Sub- 
VS!  stances  Act  of  1970.  Available  on  written  or  oral  prescription  and  may  be 
refilled  5 times  within  6 months,  unless  restricted  by  state  law 


A H Robins  Company.  Richmond,  Va 
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News,  Notes  and  Announcements 


Yellow  Fever  Immunization  Clinic 

The  Yellow  Fever  Immunization  Clinic  for  civilians  is  now 
being  held  between  10:00 and  1 1 :00a.m.  every  Friday  at  the  U.S. 
Public  Health  Service  Outpatient  Clinic,  331  Veranda  Street, 
Portland.  Maine  04103. 

No  appointment  is  necessary,  however,  it  is  strongly  recom- 
mended that  individuals  contact  the  Clinic  regarding  other  live 
virus  immunizations  — smallpox,  polio,  yellow  fever  — which 
must  be  given  within  the  same  24-hour  period,  or,  (which)  must 
be  given  30  days  apart.  The  telephone  number  is  (207)  775-3131, 
Ext.  210,  and  Mrs.  Ethel  Kilbride,  R.N.  will  provide  consulta- 
tion and  updated  recommendations  for  immunization  based  on 
the  individual's  itinerary. 


American-German  Postgraduate  Congress 

The  First  American-German  Postgraduate  Medical  Congress 
will  take  place  between  December  26,  1975  and  January  9,  1976 
at  the  Holiday  Inn  in  Nassau  followed  by  a Caribbean  cruise. 
Fifteen  qualified  University  Professors  from  the  United  States 
and  Germany,  all  bilingual,  will  participate  in  teaching  seminars 
recommended  for  practicing  physicians,  internists,  car- 
diologists, family  physicians. 

Further  details  may  be  obtained  by  writing  to:  S.  Heyden, 
M.D.,  Department  of  Community  Health  Sciences.  Duke  Uni- 
versity Medical  Center.  Durham,  North  Carolina  27710. 


Sixth  Annual  Aspen  Radiology  Conference 

The  sixth  annual  Aspen  Radiology  Conference  will  be  held 
March  !st-5th,  1976  at  the  Aspen  Institute  for  Humanistic 
Studies,  Aspen,  Colorado.  The  Conference  is  designed  for 
physicians  and  scientists  interested  in  diagnostic  radiology,  nu- 
clear medicine  and  radiation  therapy  and  will  explore  the  impact 
of  clinical  and  technological  advances  on  radiologic  practice. 

The  topics  for  discussions  will  include  advances  in  cardiovas- 
cular, gastrointestinal,  bone  and  neuroradiology  involving  a tri- 
radiological  approach.  Each  morning  will  survey  the  advances  in 
a single  radiology  subdivision  as  a refresher  course  with  inde- 
pendent parallel  diagnostic,  nuclear  medicine  and  therapy  ses- 
sions. Instructive  cases,  illustrating  these  topics  and  previewed 
by  the  audience,  will  be  presented  for  open  discussion  in  the 
afternoons. 

Further  information  may  be  obtained  from  Emanuel  Salzman, 
M.D.,  Conference  Chairman,  Division  of  Radiology,  Beth  Is- 
rael Hospital,  Denver,  Colorado  80204. 


U.S.-Canadian  Division 
International  Academy  of  Pathology 

The  65th  Annual  Meeting  will  be  held  at  the  Sheraton-Boston 
Hotel  in  Boston,  Massachusetts,  from  Tuesday  evening  23 
March  through  Saturday  27  March  1976.  The  annual  Maude 
Abbott  lecture  entitled  "Melanoma:  Its  Histogenesis  and  Spon- 
taneous Regression"  will  be  delivered  on  Wednesday  24  March 
by  Dr.  V.  J.  McGovern,  Director.  Fairfax  Institute  of  Pathol- 
ogy, Royal  Prince  Alfred  Hospital,  Camperdown,  Australia. 

Eighty  scientific  papers,  6 pathology  specialty  conferences,  47 
Short  Courses,  a special  seminar  honoring  Dr.  William  M.  Shel- 
ley "Carcinoma  of  the  Breast,”  a special  course  on 
Immunofluorescence  in  Diagnostic  Pathology,  a special  course 
on  Electron  Microscopy,  and  the  Long  Course  on  Inflammatory 
and  Neoplastic  Disease  of  the  Gastrointestinal  Tract  directed  by 
Dr.  John  H.  Yardley  and  Dr.  Basil  C.  Morson  will  be  given 
during  the  meeting. 

Further  information  about  the  meeting  may  be  obtained  from 


Dr.  l.eland  D.  Stoddard,  Secretary-Treasurer,  U.S.-Canadian 
Division,  International  Academy  of  Pathology,  Department  of 
Pathology,  Medical  College  of  Georgia,  Augusta,  Georgia 
30902.  Telephone  (404)  724-2973. 

Information  about  Short  Courses,  the  IP  Course  to  be  given 
Friday  26  March,  the  EM  Course  Friday  26  March  and  Saturday 
27  March  1976,  and  the  Long  Course  may  be  obtained  from  Mrs. 
J Preston.  I AP  Registrar,  Armed  Forces  Institute  of  Pathology, 
Room  4090,  Washington,  D.C.  20306.  Telephone  (202)576-2969. 


Concise  Clinical  Neurology  Review 

The  CLINICAL  NEUROLOGY  INFORMATION 
CENTER,  which  is  largely  supported  by  the  National  Institute 
of  Neurological  and  Communicative  Diseases  and  Stroke 
(N IH),  publishes  a biweekly  review  of  articles  of  interest  to  the 
clinical  "neuroscientist,"  appropriately  named  the  "Concise 
Clinical  Neurology  Review (CCN  R).”  In  1975-76 alone,  approx- 
imately 10,400  articles  will  be  reviewed.  Four  thousand  of  these 
will  be  presented  as  “terse  conclusions,”  i.e. , a single  sentence 
summarizing  the  essence  of  the  article.  The  remaining  6,400  will 
be  presented  as  references  only.  The  review  includes  articles 
published  in  over  850  regularly  recurring  journals,  over  half  of 
which  are  not  later  than  3 to  4 weeks  after  their  appearance  in  the 
journal.  Neuroscientists  from  many  foreign  countries  as  well  as 
the  United  States  and  Canada  find  that  the  Concise  Clinical 
Neurology  Review  gives  them  a comprehensive  overview  of  the 
vast  amount  of  current  information  applicable  to  their  field  of 
interest,  in  an  easy  to  read  format. 

A two-volume  subscription  with  13  issues  per  volume  is  avail- 
able at  $15.00  U.S.  ($12.50  U.S.  for  house  officers,  students  and 
fellows).  Requests  for  subscription  forms,  a sample  copy  or  more 
information  can  be  obtained  by  writing  the:  Clinical  Neurology 
Information  Center,  University  of  Nebraska  Medical  Center, 
42nd  and  Dewey  Avenue,  Omaha,  Nebraska  68105,  U.S. 


11  From  Maine  Inducted  Into  Surgeon  College 

Eleven  Maine  doctors  have  been  inducted  into  the  American 
College  of  Surgeons. 

Members  must  have  acquired  education  and  advanced  training 
in  general  surgery  or  one  of  1 1 specialties  recognized  by  the 
college  and  must  give  evidence  of  ethical  practice  and  good 
character. 

Recently  inducted  in  San  Francisco  were:  Robert  M.  Knowles 
and  Jean  J.  Labelle,  both  of  Portland;  John  Zemer  and  John  N. 
Burke,  both  of  South  Portland;  Teodoro  C.  Dela  Cruz,  of  Au- 
gusta; H.  Richard  Homberger  and  Tatsuo  Watanabe,  both  of 
Waterville:  John  W.  Wickenden,  of  Rockland:  Adwaita  K.  Gan- 
guli,  of  Rumford:  and  Charles  E.  Dixon  and  Philip  R.  Kimball, 
both  of  Bangor. 

Homberger  of  Waterville  wrote  the  popular  "M-A-S-H" 
books  under  the  name  Richard  Hooker. 


INTERNIST  OR  FAMILY  PRACTICE  PHYSICIAN. 

Immediate  opening  expanding  Ambulatory  Care  Service, 
V.  A.  Hospital,  Togus,  Maine.  Located  5 miles  from 
capitol,  amidst  evergreen  mountains,  sparkling  lakes  and 
rockbound  coast,  open  highways  and  clean  cool  air,  un- 
surpassed for  its  four  seasons  recreation  resources.  Ex- 
cellent salary  and  benefits.  Call  or  write.  Chief  Out- 
patient Services.  Tel.  (207)  623-8411,  Ext.  252.  State 
license  in  any  one  of  the  50  United  States  required.  An 
Equal  Opportunity  Employer. 
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County  Society  Notes 


York 

The  May  meeting  of  the  York  County  Medical  Society  was 
held  on  May  14,  1975  at  the  Webber  Hospital  in  Biddeford, 
Maine.  The  format  of  this  meeting  consisted  of  a Social  Hour 
from  6:30  p.m.  to  7:30  p.m.,  with  the  dinner,  speaker  and  busi- 
ness meeting  to  follow. 

The  featured  speaker  of  the  evening,  who  followed  a delicious 
steak  dinner,  was  Thomas  Cathcart,  Vice-President  of  Provider 
and  Public  Relations,  Blue  Cross/Blue  Shield,  Portland,  Maine. 
His  subject  was,  “Newer  Rules  and  Regulations  and  Other 
Aspects  of  Blue  Cross/Blue  Shield  of  Interest  and  Importance  to 
the  Physicians.”  He  was  introduced  by  the  President,  Dr.  Carl 
E.  Richards,  A very  interesting  dissertation  was  given  and  a 
lively  discussion  followed  replete  with  questions  and  answers. 
Following  the  completion  of  his  talk.  Miss  Laura  P.  Franciose 
and  Donald  Thompson,  members  of  Blue  Cross/Blue  Shield 
administration,  were  introduced. 

After  this  talk.  President  Richards  called  the  business  meeting 
to  order  over  which  he  presided.  The  minutes  of  the  last  meeting 
were  dispensed  with  in  the  interest  of  time.  There  was  no  old  or 
new  business. 

The  following  announcements  were  made: 

1 . The  Annual  Meeting  of  the  Maine  Medical  Association  will 
be  held  at  the  Treadway-Samoset  Resort,  Rockport,  Maine  on 
June  14-17,  1975. 

2.  The  next  meeting  of  the  York  County  Medical  Society  will 
be  held  on  October  8,  1975  at  the  York  Hospital,  York  Village, 
Maine.  The  Committee  in  charge  of  arrangements  for  this  meet- 
ing is  Drs.  Leigh  and  Hazzard. 

A report  was  given  by  Dr.  Richards  on  the  Maine  Medical 
Association  Interim  Meeting  of  the  House  of  Delegates  held 
April  12,  1975  at  the  Thayer  Hospital,  Waterville,  Maine.  It  was 
extremely  long  and  very  informative.  Included  in  this  presenta- 
tion were  matters  concerning  the  budget  and  the  resolution  of  the 
Cumberland  County  Medical  Society  concerning  the  re- 
proportion  of  the  representation  of  the  membership  of  the  Com- 
mittee on  Health  Care  Financing. 

He  also  mentioned  the  new  Health  Care  Program  in  Maine  as 
discussed  by  Dr.  Chatterjee  and  the  Blue  Cross/Blue  Shield 
representative.  It  was  voted  by  the  House  of  Delegates,  on 
recommendation  of  the  Executive  Committee  that  the  State  of 
Maine  be  designated  as  one  district.  Under  the  Bylaw  Amend- 
ments, there  was  one  item  of  importance  which  involved  the 
selection  of  one  member  to  be  nominated  by  each  county  society 
before  February  1,  1976  to  the  Executive  Committee.  He  also 
reported  that  Robert  Rules  of  Order,  newly  revised,  will  now  be 
used  to  conduct  the  meetings  of  the  Association.  The  report  of 
Dr.  Robert  McAfee,  Delegate  to  the  American  Medical  Associ- 
ation, was  given  and  he  stated  that  no  resolutions  from  the  New 
England  Group  would  be  presented  this  year.  Major  issues  that 
would  be  discussed  at  the  American  Medical  Association  con- 
vention in  June  concerned  malpractice,  PSRO,  and  the  Ameri- 
can Medical  Association’s  financial  status. 

The  next  item  in  his  discussion  concerned  a resolution  from  the 
York  County  Medical  Society  asking  the  Maine  Medical  As- 
sociation to  issue  a legislative  newsletter  at  appropriate  intervals 
to  keep  its  members  informed  of  State  and  Federal  legislation 
that  may  affect  the  practice  of  medicine  in  this  State.  This  was 
considered  too  costly  and  as  Dr.  Richards  mentioned,  one  can 
get  all  this  information  from  the  Portland  Press  Herald  every 
morning.  This  was  extensively  discussed.  He  also  brought  out 
the  need  for  a continuation  of  The  Journal  of  the  Maine  Medical 
Association.  Mention  was  also  made  of  a Committee  of  the 
Maine  Medical  Association  that  is  going  to  survey  every  hospital 
in  the  State  setting  up  educational  programs  for  the  doctors  and 
also  that  continued  education  will  be  mandatory.  A newly  pro- 
posed medical  school  for  Maine  was  another  item  of  discussion 
and  the  history  of  such  a medical  school  in  Maine  was  also 


presented.  Dr.  Madigan.  President  of  the  Maine  Medical  As- 
sociation, indicated  the  need  for  a bargaining  union  in  the  State. 
A program  for  Hemophiliacs  was  okayed  and  the  malpractice 
problem  was  also  brought  up  by  him.  The  proposed  increase  in 
dues  was  discussed  and  also  the  reason  for  its  need.  One  county 
medical  society,  namely  Androscoggin,  was  against  it.  This  con- 
cluded Dr.  Richards'  remarks  of  the  meeting  of  the  House  of 
Delegates. 

After  this,  the  county  society  voted  in  favor  of  an  increase  in 
dues  of  the  Maine  Medical  Association  not  to  exceed  $50.00.  At 
this  time,  the  Health  Mobile  in  Waterboro  was  also  discussed. 

There  were  22  members  and  5 guests  present.  The  meeting 
adjourned  in  a note  of  harmony  and  complete  accord. 

Melvin  Bacon,  M.D.,  Secretary 


Penobscot 

The  annual  meeting  of  the  Penobscot  County  Medical  Society 
was  held  on  May  20,  1975  at  the  Tarratine  Club  in  Bangor, 
Maine. 

The  minutes  of  the  April  1975  meeting  were  approved  as  read. 

The  following  communications  were  received  and  read  to  the 
membership: 

1.  A letter  from  Governor  James  Longley  acknowledging  re- 
ceipt of  our  communication  to  him  expressing  our  support  of 
Public  Law  93-641  and  offering  our  assistance  to  him  in  carrying 
out  this  mandate. 

2.  A letter  from  Senator  Bennett  Katz  acknowledging  our 
communication  to  him  which  informed  him  of  the  Society’s  sup- 
port for  the  Medical  School  of  Maine  under  the  university  sys- 
tem. 

3.  A letter  received  from  Richard  Nellson,  President  of  the 
Maine  Blue  Cross  and  Blue  Shield,  requesting  nominations  from 
our  Society  for  consideration  for  the  Blue  Cross  and  Blue  Shield 
Award  for  Outstanding  Contribution  to  Improve  Delivery  of 
Health  Care  and  Control  of  Health  Care  Costs  for  the  People  of 
Maine. 

4.  A letter  of  notification  from  the  Secretary  of  Health.  Edu- 
cation, and  Welfare  which  called  for  objections  from  any  physi- 
cian who  chose  not  to  consider  the  State  PSRO  organization  as 
their  rightful  representative  in  PSRO  activities. 

Under  old  business,  Dr.  John  J.  Pearson  requested  a progress 
report  on  the  Medical  School  of  Maine.  Dr.  Robert  Coon  ad- 
dressed his  comments  to  the  question  and  described  the  move- 
ment of  the  Medical  School  Bill  through  the  legislative  process. 

Dr.  Edward  C.  Porter  made  a motion,  and  it  was  seconded  and 
passed,  that  the  Penobscot  County  Medical  Society  propose  a 
resolution  to  the  Maine  Medical  Association  and  its  House  of 
Delegates  in  support  of  the  American  Medical  Association's 
recommendation  with  regard  to  medical  malpractice. 

Under  new  business,  applications  were  received  from  Drs. 
Katherine  Lane  and  Paul  M.  Beach.  Both  applicants  were 
unanimously  approved  into  membership  of  the  Society. 

The  annual  election  of  officers  of  the  Society  was  then  carried 
out.  Dr.  Benjamin  L.  Shapero,  Chairman  of  the  Nominating 
Committee,  presented  the  following  slate  of  officers  for  the  com- 
ing year: 

President:  Dr.  Thornton  W.  Merriam,  Jr.,  Bangor 

President-elect:  Dr.  John  A Woodcock,  Bangor 

Secretary:  Dr.  Philip  G.  Hunter,  Bangor 

Treasurer:  Dr.  David  S.  Beebe.  Bangor 

Counselor  for  three  years:  Dr.  William  M.  Blackwell.  Mil- 
linocket 

By  secret  ballot,  the  nominees  as  presented  by  the  Nominating 
Committee  were  unanimously  approved. 

The  nominees  for  delegate  and  alternate  delegate  to  the  House 
of  Delegates  of  the  Maine  Medical  Association  were  presented. 
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These  included  the  following: 

Delegates:  Drs  Robert  P.  Andrews,  Francis  I.  Kittredge. 
John  A.  Ordway,  Lewis  E.  Phillips  and  Leonardo  Leonidas,  all 
of  Bangor.  Alternates:  Drs.  David  S.  Beebe,  Jack  N.  Meltzer, 
Roy  S.  Patten.  James  Curtis,  all  of  Bangor  and  Dr.  John  J. 
Pearson,  Old  Town. 

The  scientific  portion  of  the  meeting  featured  a presentation  by 
Alexander  Marble.  M.  D.,  Joslin  Clinic.  Boston,  Massachusetts, 
titled  “Present  Status  of  Oral  Anti-Diabetic  Agents."  Dr.  Mar- 
ble presented  data  obtained  through  the  diabetic  population  at 
the  Joslin  Clinic  in  which  oral  anti-diabetic  agents  were  com- 
pared with  insulin  and  diet  alone.  He  contrasted  this  data  to 
previously  published  data  regarding  the  efficacy  and  potential 
dangers  of  the  oral  anti-diabetic  agents.  Following  this  interest- 
ing presentation,  a question  and  answer  session  followed. 

As  there  was  no  further  business,  the  meeting  was  adjourned. 

PhiiipG.  Hunter,  M.D ..Secretary 


Kennebec 

The  Kennebec  County  Medical  Association  met  on  Sep- 
tember 18.  1975  at  The  Holiday  Inn  in  Augusta,  Maine.  Forty- 
one  members  and  guests  were  present.  Following  a cocktail  hour 
and  a very  nice  dinner,  the  President,  Dr.  Joseph  J.  Hiebel  called 
the  meeting  to  order  at  approximately  8:00  p.m. 

The  first  item  of  business  was  reading  the  applications  of  Drs. 
Nancy  Coyne  and  Robert  Day  for  membership  in  the  Associa- 
tion. The  transfer  of  Dr.  Daniel  Storer  from  the  Cumberland 
County  Medical  Society  was  made  known  and  the  resignations  of 
Drs.  Ralph  G Bennett.  Jr.  and  James  C.  Wren  Dr  Wren  has 
been  transferred  to  affiliate  status  rather  than  actually  resigning. 

Communications  were  read  from  a Citizens  Commission  on 
Human  Rights.  A letter  from  the  AMA  regarding  AMA  dues 
was  read  and  a letter  from  HEW  regarding  PSRO  designation  of 
PTO  was  read.  Dr.  Hiebel  then  introduced  Mr.  John  Fickett  of 
the  Department  of  Health  and  Welfare  who  had  been  asked  to 
clarify  a point  regarding  physicians'  signatures  on  Medicaid  bill- 
ing. Mr.  Fickett  explained  to  the  Association  why  this  regulation 
had  been  changed,  mentioning  the  fact  that  it  was  acceptable  for  a 
member  of  the  physician's  staff  to  sign.  It  just  needed  to  be  a 
designated  signature  rather  than  a facsimile  and  then  analyzed 
some  of  the  problems  that  the  Department  of  Health  & Welfare 
face  in  administering  the  Medicaid  program.  Following  this,  the 
problem  of  the  bylaws  of  the  County  Association  were  dis- 
cussed. Dr.  Chamberlin  mentioned  that  Dr.  Hanley  had  avail- 
able a set  of  model  County  bylaws  and  we  will  attempt  to  obtain 
them. 

The  final  item  of  business  was  a very  nice  discussion  by  Dr. 
Chamberlin  of  the  activities  of  the  Maine  Medical  Association 
Executive  Committee  over  the  summer.  Dr.  Chamberlain  pre- 
sented a brief  list  of  the  agenda  facing  the  Maine  Medical  Associ- 
ation Executive  Committee  which  consisted  of  some  thirty-three 
items,  several  of  w hich  w ere  of  considerable  interest  to  members 
of  the  County  Association.  None  of  these  were  discussed  at  any 
great  length.  The  members  of  the  Association  voiced  great  ap- 
preciation for  this  presentation  and  were  in  general  approval  of 
the  direction  ot  the  meeting  of  the  County  Association  taking  a 
socio-economic  and  political  turn. 

The  Kennebec  County  Medical  Association  met  at  the  Silent 
Woman  Restaurant  in  Waterville,  Maine  on  October  16,  1975. 
with  thirty-seven  members  and  two  guests  present.  Following  a 
very  nice  meal.  Dr.  Joseph  J.  Hiebel,  the  President,  called  the 
meeting  to  order  about  8:30  p.m. 

Business  which  was  conducted  included  the  vote  on  the  appli- 
cations of  Drs.  Nancy  M.  Coyne  and  Robert  B.  Day  who  were 
both  elected  to  membership.  The  application  of  Dr.  Martin  Vic- 
kers, Jr.  was  read  and  will  be  voted  upon  at  the  next  meeting. 
There  being  no  other  business.  Dr.  Hiebel  introduced  the  speak- 
ers of  the  evening  who  were  John  J.  Casey,  President  and  Miss 
Mary  Rose  Godfrey,  of  the  New  England  Physicians  Advisory 
Service.  Mr.  Casey  discussed  the  new  Pension  Reform  Act,  in 


the  setting  of  the  history  of  the  Keogh  Plan  and  Professional 
Corporation.  He  outlined  the  various  ramifactions  of  these  plans 
as  they  affect  physicians.  Miss  Godfrey  mentioned  several  tax 
tips.  The  presentation  was  well  received  by  the  members  and  the 
meeting  was  adjourned  at  10:00  p.m. 

O.  Thomas  Feac.in,  M.D  ..Secretary 


Cumberland 

The  Executive  Committee  of  the  Cumberland  County  Medical 
Society  met  at  the  Mercy  Hospital  in  Portland.  Maine  on  August 
12,  i 975 . 

Members  present:  Drs.  Robert  E.  McAfee,  President;  Walter 
B Goldfarb,  Vice-President;  Wesley  J.  English,  Secretary- 
Treasurer;  and  Harry  A.  Bliss. 

1.  Dr.  McAfee  mentioned  we  have  been  remiss  in  failing  to 
invite  Dr.  Stanley  Sylvester,  the  immediate  past  president  of  the 
C'CMS.  to  our  meetings.  The  Secretary  will  write  a letter  of 
apology  and  invite  him  to  future  meetings. 

2.  Applications  for  membership  — First  Readings: 

1.  Dr.  James  O.  Pringle 

2.  Dr  Walter  Christie 

3.  Dr.  Keith  N.  Megathlin 
Application  in  Transfer: 

I.  Dr.  L.  Reed  Altemus 

Secretary  instructed  to  inform  Dr.  Altemus  that  he  is 
accepted  in  transfer. 

3.  Communications: 

A.  Letter  concerning  "Swimmers  Itch"  from  the  Portland 
Water  District.  Secretary  to  discuss  the  information  with 
Dr.  Hallett  — possibly  copies  of  a reprint  should  be  circu- 
lated to  Pediatricians. 

B.  AMA  Public  Affairs  Memo  regarding  separate  specialty 
listing  in  telephone  company  yellow  pages  to  be  offered  by 
American  Tel  and  Tel.  The  matter  was  tabled  until  further 
directives  arrive  from  the  AMA. 

C.  Letter  from  Patricia  Bergeron  concerning  move  of  Dr. 
Kirk  K.  Barnes  to  Rhode  Island  without  resigning  his 
membership  in  the  Maine  Medical  Association.  Secretary 
to  check  correspondence  to  see  if  a letter  of  resignation  has 
been  received. 

4.  Reports  from  Dr.  McAfee: 

A.  Committee  assignments  discussed.  They  will  be  finalized 
soon  by  Dr.  McAfee. 

B.  Education  Foundation  Report  — A total  of  $50,000 
awarded  to  49  aDplicants. 

C.  Medical  Liability  Commission  — note  is  made  of  latest 
move  to  bypass  the  statute  of  limitations  by  filing  medical 
injury  suit  without  proving  malpractice. 

D.  Medical  School  for  Maine  — Recent  proposals  by  the 
committee  (Friends  of  Maine  Medical  School)  to  obtain 
sufficient  signatures  for  referendum  discussed.  No  official 
action  taken. 

5.  The  meeting  adjourned  at  6:45  p.m. 

The  Executive  Committee  of  the  Cumberland  County  Medical 
Society  met  at  the  Mercy  Hospital  in  Portland  Maine  on  Sep- 
tember 9,  1975. 

Members  present:  Drs.  Robert  E.  McAfee,  President;  Walter 
B.  Goldfarb,  Vice-President;  Wesley  J.  English,  Secretary- 
Treasurer:  Harry  A.  Bliss;  Ronald  J.  Carroll;  Douglas  R.  Hill; 
Stanley  Sylvester;  and  Philip  G.  Whitney.  Guest  present:  Dr. 
Stuart  W.  McGuire. 

1 . Dr.  McGuire  reported  on  preparations  for  the  Outing  at  the 
Homewood  Inn  on  September  18,  1975. 

2.  Diabetes  Detection  — Letter  received  from  Pat  Bergeron 
requesting  name  of  Diabetes  Detection  Officer  for  CCMS  Dr. 
Saunders,  although  he  has  served  in  the  past,  is  unwilling  to  be 
the  Chairman,  and  he  has  raised  some  valid  questions  as  to 
whether  or  not  such  a committee  should  exist  under  the  CCMS. 
He  pointed  out  the  work  of  the  Pine  Tree  Diabetes  Association 
and  feels  that  this  Association  (of  which  he  is  a member)  does  a 
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better  job  of  supporting  Diabetes  Week  and  Diabetes  Detection 
than  the  local  committee  of  the  State  Medical  Association.  He  is, 
however,  willing  to  support  anyone  chosen  by  the  Executive 
Committee  to  serve  as  the  Chairman  for  the  local  committee  of 
the  M.M.A.  Dr.  Hotelling  and  Dr.  Bigos  were  suggested  as 
possible  candidates  for  the  Chairmanship  of  the  local  Commit- 
tee. Dr.  McAfee  will  review  a communication  from  Dr.  Saun- 
ders to  Dr.  Sylvester  regarding  this  matter  before  taking  any 
further  action. 

3.  Annual  Member-Spouse  Night  at  Union  Mutual  — Prob- 
lem exists  in  that  liquor  cannot  be  sold  at  Union  Mutual  for  profit. 
Decision  made  to  have  open  bar.  The  members  will  be  charged  a 
fee  for  their  wive’s  dinner,  as  has  been  the  custom  in  the  past.  Dr. 
McAfee  has  suggested  inviting  Mrs.  Muskie  to  be  the  guest 


speaker,  to  be  accompanied  by  her  husband,  who  was  voted  the 
father  of  the  year  recently. 

4.  PSRO  — Some  informational  material  was  discuss  d on 
PSRO.  No  decision  on  this  material  was  required. 

5.  Applications  for  Membership  — Second  Readings: 

Drs.  James  O.  Pringle,  Walter  Christie  and  Keith  N. 

Megathlin.  All  were  approved  for  membership. 

6.  Letter  received  from  Lieutenant  Blake  of  the  U.S.  Air 
Force  — Pease  Air  Force  Base.  He  wants  to  address  the  medical 
society  concerning  career  opportunities  for  physicians  in  the  Air 
Force.  Executive  Committee  not  favorably  disposed  and  secret- 
ary will  notify  Lieutenant  Blake  of  negative  reaction. 

7.  The  meeting  adjourned  at  7:00  p.m. 

Wesley  J.  English,  M.D Secretary 


Letters  to  the  Editor 


To  the  Editor: 

Re:  Emergency  Room  Physicians 

An  increasing  number  of  hospitals  are  seeking  physicians  to 
work  in  their  emergency  rooms  on  a full-time  basis.  This  plan  has 
much  to  commend  it.  Many  emergency  room  physicians  are 
properly  trained  for  the  job  and  can  cope  in  a highly  satisfactory 
manner  with  the  varied  problems  that  confront  them.  On  the 
other  hand,  the  plan  is  doomed  to  failure  if  the  physician  is 
recruited  from  the  ranks  of  those  who  have  had  a substandard 
record  of  performance  and  is  accepting  the  new  position  only  as 
an  escape  from  his  previous  practice. 

To  upgrade  the  care  of  patients  in  emergency  rooms,  1 should 
like  to  make  the  following  recommendations: 

First,  only  the  most  qualified  physicians  should  be  accepted.  It 
is  far  better  not  to  have  a full-time  physician  than  to  have  one  who 
is  inadequately  trained  and  poorly  motivated.  He  can  do  more 
harm  than  good. 

Second,  if  the  qualified  physician  has  not  had  previous  training 
in  handling  the  diverse  problems  of  the  emergency  room,  he 
should  be  required  to  attend  an  approved  Emergency  Room 
Seminar  at  the  start  of  his  appointment. 

Third,  it  should  be  mandatory  that  he  spend  at  least  one  week 
annually  to  attend  courses  geared  to  his  needs.  Because  of  the 
new  developments  in  trauma,  fluid  and  electrolyte  balance  and  in 
the  treatment  of  shock  of  all  types,  the  importance  of  continuing 
education  in  these  fields  cannot  be  overemphasized. 

Finally,  more  teaching  hospitals  should  initiate  well-planned 
seminars  in  emergency  medicine  to  satisfy  the  growing  demand 
for  continuing  education  as  stated  above.  Implementation  of 
these  proposals  should  enhance  the  quality  of  care  of  the  ex- 
tremely sick  patient  and  prove  to  be  a gratifying  experience  for 
the  physician  as  well  as  his  patient. 

Alfred  Hurwitz,  M.D. 

10  Abenaki  Road 

Augusta,  Maine  04330 


To  the  Editor: 

Re:  Change  in  Disclosure  Policy 
The  Privacy  Act  of  1974  effective  September  27,  1975  has 
changed  the  disclosure  policy  regarding  medical  evidence.  Indi- 
viduals will  now  be  able  to  personally  obtain,  for  any  purpose, 
medical  reports  contained  in  their  files  which  were  furnished  by 
treating  physicians,  consultative  examiners  and  other  medical 
sources.  The  only  reason  for  not  disclosing  medical  evidence 
directly  to  the  individual  involved  would  be  a decision  that  the 
evidence  would  have  an  adverse  effect  on  him.  If  this  judgment  is 
made,  a medical  representative,  through  whom  the  record  may 
be  disclosed,  would  be  designated.  Because  of  this  policy 
change,  we  wish  to  ask  that  only  objective  reports  be  submitted. 


Statements  regarding  malingering  or  judgments  as  to  disability 
should  be  excluded.  This  type  of  reporting  is  in  the  current  trend 
to  which  we  are  all  becoming  accustomed  of  revealing  only 
objective  medical  data. 

Questions  regarding  this  policy  may  be  directed  to: 

Lorrimer  M.  Schmidt,  M.D.  Chief  Medical  Consultant  289-2741 

Floyd  B.  Goffin.  M.D.  Medical  Consultant  289-2741 

H.  Douglas  Holloway  Director  289-2741 

Ann  D.  DeWitt  Assistant  Director  289-2741 

We  thank  you  for  your  past  and  anticipated  cooperation. 

H.  Douglas  Holloway,  Director 
Disability  Determination  Services 
State  of  Maine,  Department  of  Health 
and  Welfare 
Augusta,  Maine  04330 


To  the  Editor: 

Here  are  some  views  on  marijuana  from  a longtime  physician 
and  psychiatrist: 

You  have  only  one  mind;  why  let  it  “go  to  pot"?  Your  brain  is 
your  most  precious  possession.  Guard  it  well.  It  is  irreplaceable. 
Smoking  marijuana  often  leads  to  slavery  to  heroin  and  other 
more  feared  hard  drugs  and  is  never  a wise  experiment. 

I have  practiced  medicine  for  a long  time.  I have  learned  much 
about  the  drug  addict  that  I did  not  learn  in  medical  school, 
though  1 graduated  from  one  of  America's  best  medical  schools, 
Washington  University  Medical  School  of  St.  Louis.  Though 
well  versed  in  drugs,  reputable  physicians  never  prescribe  mari- 
juana. It  does  nobody  any  good. 

I firmly  believe  that  the  drug  Marijuana  wiped  off  the 

face  of  the  earth.  It  should  be  avoided  like  the  bubonic  plague. 
Today  it  does  the  world  more  harm  than  the  bubonic  plague, 
TBC,  and  polio  combined. 

Marijuana  is  a much  more  serious  drug  menace  than  is  realized 
by  most  science  writers,  or  by  anyone  who  has  not  been 
incessantly  frustrated  by  marijuana  brain  damaged  drug  addicts 
whom  he  as  an  M.D.  was  trying  to  help  eradicate  their  tenacious 
vicious  habit.  The  victims  want  substitute  narcotics,  almost  none 
really  want  to  stop  using  all  narcotics.  Almost  none  use  mari- 
juana only.  The  pusher  and  underworld  see  to  that. 

Since  1931,  I have  read  most  of  what  has  been  written  by 
reliable  medical  men  on  marijuana,  and  I have  been  associated 
with  this  awesome  problem  as  a psychiatrist  through  trying  to 
help  the  distraught  victims  who  unwillingly  let  themselves  be 
“hooked"  on  this  exceedingly  dangerous  drug  before  they  woke 
up,  or  even  believed  it  is  often  the  direct  road  to  the  prison  of  an 
insane  asylum. 

Adrian  H.  Scolten,  M.D. 

Carolina  Village 

Hendersonville,  N.C.  28739 
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Pitman,  Jon  P.  (R) 

Potts,  Ronald  S.  (PATH) 

Proulx,  Harvey  J.  (OTO) 

Rando,  Joseph  J.  (U) 

Reeves,  Edward  L.  (FP) 

Reeves,  Helene  M.  (PH) 

Rock,  Daniel  A.  (NS) 

Rosenblatt.  Stanley  D.  (IM) 

Sanford,  Theodore  H.  (P.A.)-(OBG) 
Sangalang,  Manuel  G.  (FP) 

Sbaschnig,  Robert  J.  (PATH) 

Shems,  Albert  (PD) 

Shields,  Daniel  R.  (U) 

Shields,  Thomas  F.  (ORS) 

Sokol,  Stephen  A.  (IM.C) 

Spear,  William  (FP) 

Steele,  Charles  W.  (IM.CD) 
Sundaram,  Venkat  R.  (P) 

Swengel,  Richard  M.  (NS, 99) 

Tardif,  Lionel  R.  (OBG) 

Taylor,  Richard  W.  (R) 

Tchao,  Jou  S.  (OPH, 99) 

Thacher,  Henry  C.  (PD) 

Tibbetts,  Otis  B.  (OPH) 

Tibbetts,  Otis  P.  (ANES) 

Tiongson,  Antonio  C.  (U) 

Tiongson,  Cornelia  M.  (PD, PD  HEM) 
Turcotte,  Richard  W.  (IM) 

Tyler,  J.  Wayne  (OPH) 

Viles,  Wallace  E.  (FP) 


5 School  St.,  Lisbon  Falls  04252 
394  Sabattus  St.,  Lewiston  04240 
42  Elm  St.,  Auburn  04210 
Greene  04236 
97  Campus  Ave.,  Lewiston  04240 
185  Webster  St.,  Lewiston  04240 
1 1 1 Webster  St.,  Lewiston  04240 
91  Pine  St.,  Lewiston  04240 
41  Sherbrooke  Ave.,  Lewiston  04240 
10  High  St.,  Lewiston  04240 
7 Novella  St.,  Lewiston  04240 
416  Sabattus  St.,  Lewiston  04240 
St.  Mary's  Gen.  Hosp.,  Lewiston  04240 
Central  Maine  Gen.  Hosp.,  Lewiston  04240 

184  Webster  St.,  Lewiston  04240 
1 1 1 Webster  St.,  Lewiston  04240 
179  Sabattus  St.,  Lewiston  04240 
100  Locksley  Rd.,  Auburn  04210 

477  Main  St.,  Lewiston  04240 
10  High  St.,  Lewiston  04240 
97  Campus  Ave.,  Lewiston  04240 
20  Novella  St.,  Lewiston  04240 
Central  Maine  Gen.  Hosp.,  Lewiston  04240 
313  Main  St.,  Lewiston  04240 
10  High  St.,  Lewiston  04240 
416  Sabattus  St.,  Lewiston  04240 
10  High  St.,  Lewiston  04240 
RFD  No.  2,  Sabattus  04280 
472  Main  St.,  Lewiston  04240 
87A  Fish  St.,  Turner  04282 
477  Main  St.,  Lewiston  04240 
97  Campus  Ave.,  Lewiston  04240 
St.  Mary’s  Gen.  Hosp.,  Lewiston  04240 
181  Russell  St.,  Lewiston  04240 
8 Gloucester  St.,  Apt.  9,  Boston,  Mass.  02115 
181  Gamage  Ave.,  Auburn  04210 
Central  Maine  Gen.  Hosp.,  Lewiston  04240 
29  Malo  St.,  Lewiston  04240 

185  Webster  St.,  Lewiston  04240 
95  Campus  Ave.,  Lewiston  04240 

222  Pine  St.,  Lewiston  04240 
Turner  04282 


Wakefield,  Robert  D.  (PATH)  St.  Mary’s  Gen.  Hosp.,  Lewiston  04240 
Webber,  Wedgwood  P.  (GS)  460  Main  St. , Lewiston  04240 

Wolf,  Kenneth  P.  (OPH)  181  Russell  St.,  Lewiston  04240 

Wright,  Herbert  J.,  Jr.  (MED. DIR.)  45  Golder  St.,  Lewiston  04240 

Young,  E.  Stanley  (FP)  Poland  Spring  04274 


HONORARY 

Branch,  Charles  F.  (PATH, FOP)  69  Gamage  Ave.,  Auburn  04210 

Giguere,  Eustache  N.  (FP)  90  Webster  St.,  Lewiston  04240 


1 


Goodwin,  Ralph  A.,  Sr.  (FP) 
Greene,  Merrill  S.  F.  (FP,OM) 
Russell,  Daniel  F.  D.  (FP) 
Sweatt,  Linwood  A.  (00) 
Williams,  James  A.  (FP) 


56  Denison  St.,  Auburn  04210 
466  Main  St.,  Lewiston  04240 
Leeds  04263 
48  Drummond  St.,  Auburn  04210 
39  Pleasant  St.,  Mechanic  Falls  04256 


Busch,  John  J.  (FP,CD) 
Rand,  Carleton  H.  (ORS) 
Tousignant,  Camille  (FP,PD) 


SENIOR 

105  Elm  St.,  Mechanic  Falls  04256 
219  Oak  St.,  Lewiston  04240 
1 1 1 Pine  St.,  Lewiston  04240 


AFFILIATE 


Flanders,  Merton  N.  (OTO) 
Zanca,  Ralph  (IM,99) 


1 High  St.,  Lewiston  04240 
405  Center  St.,  Auburn  04210 


JUNIOR 


Knoppers,  Jan  (FP) 


Hoomsterzwang-Netherlands 


AROOSTOOK  COUNTY 

President  — Paul  S.  Hamlin,  M.D. 
Secretary  — Benoit  Ouellette,  M.D. 
Treasurer  — Arthur  D.  Pendleton,  M.D. 

ACTIVE 


Albert,  Rodrigue  J.  (PD) 

Allison,  Horace  R.,  Jr.  (PD) 
Aungst,  Melvin  R.  (FP,GS) 
Batoosingh,  Edward  (GS) 

Carton,  Arthur  K.  (GS) 

Chan,  Francis  W.  (ORS) 

Chan,  William  G.  (FP.ANES) 
Chien,  Chang-chi  (ANES) 

Chow,  Alroy  A.  (IM) 

Collins,  H.  Douglas  (IM) 

Curtin,  Daniel  C.  (IM) 

Donahue,  Clement  L.  (OPH) 
Dunham,  Marguerite  C.  (PH) 
Fournier,  Rino  Y.  (FP) 

Foy,  I.  Howard  (FP) 

Giberson,  Raymond  G.  (GS) 
Gormley,  Eugene  G.  (GS) 
Gregory,  Frederick  J.  (GS) 
Hamlin,  Paul  S.  (U) 

Harrison,  George  J.  (FP) 
Hayward,  I.  Mead  (PD) 

Helfrich,  Harry  M.,  Jr.  (IM,CD) 
Helfrich,  Nancy  R.  (PD) 
Higgins,  George  F.  (OBG) 

Ho,  Che  To  (U) 

Hogan,  Chester  F.  (OTO, OPH) 
Johnson,  Gordon  N.  (GS) 
Johnson,  R.  Paul  (FP,GS) 
Kellum,  Michael  (PD) 

Labbe,  Onil  B.  (FP) 

Madigan,  John  B.  (FP.ANES) 
Mazerolle,  Denis  R.  (OBG) 


9 Pleasant  St.,  Fort  Kent  04743 
Box  190,  Presque  Isle  04769 
1 12  W.  Main  St.,  Fort  Kent  04743 
47  Hardy  St.,  Presque  Isle  04769 
7 Park  St.,  Houlton  04730 
315  Main  St.,  Caribou  04736 
State  Rd.,  Van  Buren  04785 
15  Teague  St.,  Caribou  04736 
Box  1245,  Presque  Isle  04769 
504  Main  St.,  Caribou  04736 
555  Main  St.,  Presque  Isle  04769 
279  So.  Main  St.,  Caribou  04736 
R.F.D.  No.  1,  Dresden  04342 
380  Main  St.,  Madawaska  04756 
A.R.  Gould  Mem.  Hosp.,  Presque  Isle  04769 
156A  Academy  St.,  Presque  Isle  04769 
Market  Square,  Houlton  04730 
504  Main  St.,  Caribou  04736 
122  Academy  St.,  Presque  Isle  04769 
Market  Square,  Houlton  04730 
504  Main  St.,  Caribou  04736 
122  Academy  St.,  Presque  Isle  04769 
122  Academy  St.,  Presque  isle  04769 
122  Academy  St.,  Presque  Isle  04769 
Caribou  Clinic,  Caribou  04736 
62  Main  St.,  Houlton  04730 
Box  486,  Houlton  04730 
Main  St.,  Fort  Kent  04743 
29  York  St.,  Caribou  04736 
Van  Buren  04785 
Houlton  04730 
228  Sweden  St.,  Caribou  04736 


McCarthy,  Laurence  J.  (PATH) 

A.R.  Gould  Mem.  Hosp.,  Presque  Isle  04769 

McKinley,  Robert  L.,  Jr.  (P) 

Aroostook  Mental  Health  Ctr.,  Fort  Fairfield  04742 


Meir,  Josef  H.  (GS) 
Nicholas,  Eric  F.  (FP) 
O’Brien,  William  A.  (R) 


Ouellette,  Benoit  (FP.OBG) 
Pendleton,  Arthur  D.  (FP.ANES) 
Pines,  Philip  (FP,GS) 

Price,  Richard  D.  (ANES) 
Reynolds,  Arthur  P.  (FP,GS) 
Rideout,  Samuel  (FP,GS) 
Sanfacon,  Philip  G.  (FP.ANES) 
Siddiqui,  Saleem  A.  (IM.PUD) 
Simon,  Pedro  T.  (GS,TS) 

Smith,  Carroll  H.  (PATH) 

Smith,  Marshall  E.  (P) 
Somerville,  Gordon  W.  (ORS) 
Somerville,  Robert  B.  (GS) 

Tao,  Zui  S.  (IM) 

Thompson,  Edward  C.  (P) 


580  Main  St.,  Caribou  04736 
Mars  Hill  04758 
Arthur  R.  Gould  Mem.  Hosp., 
Presque  Isle  04769 
I James  St.,  Fort  Kent  04743 
3 Green  St.,  Fort  Fairfield  04742 
Maine  St.,  Limestone  04750 
R.F.D.  2,  Caribou  04736 
29  Second  St.,  Presque  Isle  04769 
Green  St.,  Fort  Fairfield  04742 
Middle  Rd.,  Colchester,  Vt.  05446 
154  High  St.,  Caribou  04736 
154  High  St.,  Caribou  04736 
Delucchi  Dr.,  Apt.  417,  Reno,  Nev.  89502 
Pratt  Rd.,  Caribou  04736 
165  Academy  St.,  Presque  Isle  04769 
45  Hillside  St.,  Presque  Isle  04769 
Main  St. , Fort  Kent  04743 
7 Green  St.,  Fort  Fairfield  04742 


VanHoogenhuize,  William  H.  (A) 

Houlton  Reg.  Hosp.,  45  School  St.,  Houlton  04730 
Wakana,  Minoru  (PATH)  33  Lyndon  St.,  Caribou  04736 


White,  Leland  M.  (IM,A)  18  Pleasant  St.,  Caribou 

Williams,  Edward  P.  (P.A.)-(FP,OBG)  72  Main  St.,  Houlton 

Wilson,  G.  Ivan  (IM)  48  Court  St.,  Houlton 

Yaghmai,  Madjid  (R)  Cary  Mem.  Hosp.,  Caribou 

Yap,  Victor  (OTO)  18  Garden  Circle,  Caribou 


HONORARY 

Boone,  Storer  W.  (FP,GS)  54  Third  Ave.,  Presque  Isle 

Kirk,  William  V.  (FP,GS)  Eagle  Lake 


Burr,  Charles  G.  (FP,ANES) 
Griffiths,  Eugene  B.  (FP) 
Swett,  Clyde  I.  (GS) 


SENIOR 

22  Highland  Ave.,  Houlton 
350  Main  St.,  Presque  Isle 
18  Sherman  St.,  Island  Falls 


Page,  Rosario  A.  (GS) 


AFFILIATE 

Carrabassett  Valley,  Kingfield 


JUNIOR 


MacDonald,  G.  Vernon  A.  (FP) 

196  DeBourgogne  St.,  St.  Lambert,  Quebec 


04736 

04730 

04730 

04736 

04736 


04769 

04739 


04730 

04769 

04747 


04947 


, Can. 


CUMBERLAND  COUNTY 

President  — Stanley  B.  Sylvester,  M.D. 
Secretary-Treasurer  — Alfred  E.  Swett,  M.D. 

ACTIVE 


Abourjaily,  Georges  S.  (GS) 

Adams,  David  L.  (C) 

Adams,  Marvin  C.  (OTO) 

Agan,  Robert  W.  (ANES) 

Allen,  Donald  E.  (PS) 

Anderson,  John  B.  (FP) 

Dudley  Coe  Inf.,  Bowdoin  College,  Brunswick  04011 


11 1 Westcott  Rd.,  South  Portland  04106 
131  Chadwick  St.,  Portland  04102 
52  Gilman  St.,  Portland  04102 
144  State  St.,  Portland  04101 
25  Bramhall  St.,  Portland  04102 


Anderson,  Larry  G.  (RHEUM) 

Anderson,  Richard  A.  (CD) 

Andrews,  Anneliese  M.  (ANES) 

Ansell,  Harvey  B.  (D) 

Applin,  Hilton  H.  (IM,99) 

Aranson,  Albert  (IM.PUD) 

Asali,  Louis  A.  (GS) 

Ashby,  Thomas  M.  (IM) 

Augur,  Newell  A.,  Jr.  (IM) 

Austin,  William  H.  (IM,99) 

Westcott  Med.  Bldg.,  1 1 1 Westcott  Rd.,  South  Portland  04106 


180  Park  Ave.,  Portland  04102 
131  Chadwick  St.,  Portland  04102 
Maine  Medical  Ctr.,  Portland  04102 
39  Deering  St.,  Portland  04101 
6 Cumberland  St.,  Brunswick  0401 1 
Maine  Medical  Ctr.,  Portland  04102 
29  Deering  St.,  Portland  04101 
Box  548,  Pearl  St.  Sta.,  Portland  04112 
175  Vaughan  St.,  Portland  04102 


Baldini,  Elio  (ANES) 

Baldwin,  Warren  C.  (OBG) 

Barnes,  Kirk  K.  (GS) 

Barron,  Martin  A.,  Jr.  (PD) 

Bennert,  Harry  W.,  Jr.  (OBG) 

Bennet,  Eben  T.  (OBG) 

Berkovich,  Sumner  (PD) 

Bettle,  Ronald  A.  (GS) 

Rte.  517,  Panther  Valley  Mall.  Hackettstown,  N.J.  07840 


22  Bramhall  St.,  Portland  04102 
7 Bramhall  St..  Portland  04102 
Baribeau  Dr.,  Brunswick  04011 
18  Lyndon  Lane,  Cape  Elizabeth  04107 
7 Bramhall  St.,  Portland  04102 
49  Deering  St.,  Portland  04101 
229  Vaughan  St.,  Portland  04102 


Bhattacharjya,  Ajoy  (ANES) 
Bidwell,  Robinson  L.  (NS,N) 
Binette,  Germain  A.  (R) 
Bittermann,  Donald  E.  (R) 

Bliss,  Harry  A.  (CD) 

Bonney,  James  H.  (IM) 

Bove,  Louis  G.  (IM) 

Boyd,  Marjorie  A.  (HEM) 
Branson,  Sidney  R.  (FP) 

Briggs,  Russell  C.  (R) 

Briggs,  Winton  (IM) 

Brinkman,  Carl  A.  (NS) 

Britton,  Richard  C.  (GS,VS) 
Brown,  Donald  H.  (P) 

Brown,  Douglas  H.  (FP) 

Bryant,  Daniel  C.  (IM) 

Budd.  William  L.  (IM) 

Burke,  John  N.  (OBG) 

Burnham,  Harold  N.  (FP) 

Bums,  Robert  M.  (FP) 

Caldwell,  Edgar  J (PUD) 
Capron,  Charles  W.  (R) 

Cames,  Timothy  D.  (IM.NEPH) 
Carroll,  Ronald  J.  (IM) 

Carson.  Robert  S.  (OBG) 

Caven,  Robert  E.  (FP) 
Chatterjee,  Manu  (IM.CD) 


144  State  St.,  Portland  04101 
31  Bramhall  St.,  Portland  04102 
Webber  Hosp.,  Biddeford  04005 
R.R.  #3,  Berry  Rd.,  Gorham  04038 
39  Deering  St.,  Portland  04102 
53  Chadwick  St.,  Portland  04102 
233  Vaughan  St.,  Portland  04102 
19  Bramhall  St.,  Portland  04102 
37  Main  St.,  So.  Windham  04082 
Maine  Medical  Ctr.,  Portland  04102 
155  Spurwink  Ave.,  Cape  Elizabeth  04107 
52  Gilman  St.,  Portland  04102 
Maine  Medical  Ctr..  Portland  04102 
19  Bramhall  St.,  Portland  04102 
I Birchwood  Rd.,  Cape  Elizabeth  04107 
233  Vaughan  St.,  Portland  04102 
Parkview  Professional  Bldg.,  Brunswick  04011 
7 Montgomery  Ter.,  Cape  Elizabeth  04107 
130  Main  St.,  Gorham  04038 
Box  151,  Westbrook  04092 
Maine  Medical  Ctr.,  Portland  04102 
22  Bramhall  St..  Portland  04102 
95  West  St.,  Portland  04102 
180  Park  Ave.,  Portland  04102 
Baribeau  Dr.,  Brunswick  04011 
Maine  Medical  Ctr.,  Portland  04102 
295  Water  St.,  Augusta  04330 
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Ciampi,  Louis  A.  (FP) 

Clark,  Frederick  B.  (U) 

Clarkin,  Charles  P.  (R) 

Cole.  Donald  P.  (D) 

Conneen,  Thomas  F.  (1M) 

Contartese,  Michael  (FP) 

Cope,  Sara  K.  (PD) 

Cox,  Paul  M.  (PUD) 

Crane,  Lawrence  (ORS) 

Cummings,  George  O.,  Jr.  (OTO) 

Cunningham,  Alice  N.  (OBG) 

Parkview  Professional  Bldg.,  Brunswick 
D' Andrea,  Anthony  L.  (FP)  111  Westcott  Rd.,  South  Portland 

Davidson,  Gisela  K.  (IM)  10  Chadwick  St.,  Portland 

Davies,  Lloyd  G.  (FP)  249  Ocean  House  Rd.,  Cape  Elizabeth 

Webber  Hosp.,  Biddeford 


326  Stevens  Ave.,  Portland 
229  Vaughan  St.,  Portland 
64  Brookside  Rd.,  Portland 
45  Deering  St.,  Portland 
131  Chadwick  St.,  Portland 
149  Main  St.,  Freeport 
265  Western  Prom.,  Portland 
22  Bramhall  St.,  Portland 
157  Pine  St.,  Portland 
47  Deering  St.,  Portland 


Davy,  Carmel  L.  (PATH) 

Davy,  John  R.  (1M) 

Delaney,  Frederick  G.  (FP) 

Deming,  Howard  R.  (R) 

Derry,  G.  Hermann  (FP) 

Dibbins.  Albert  W.  (PD) 

Dillihunt . Richard  C.  (GS) 

Dinan,  John  T.,  Jr.  (GS) 

Doby,  Tibor  (R) 

Doil.  Kenneth  L.  (OBG) 

Dore.  Kenneth  E.  (FP) 

Dorsk,  Brian  M (MED  ONCOLOGY) 
Dowling,  Patrick  A.  (ORS) 

Drake.  Emerson  H.  (GS.TS) 

Dyro,  Frances  M.  (N) 

Earnhardt,  Joseph  B.  (OBG) 

Edgar,  Joseph  H.,  Jr.  (1M.C) 

Elkins,  Alan  M.  (P) 

English,  Wesley  J.,  (GS) 


180  Park  Ave.,  Portland 
130  Main  St.,  Gorham 
Maine  Medical  Ctr.,  Portland 
690  Congress  St.,  Portland 
14  Highland  St.,  Portland 
7 Bramhall  St.,  Portland 
321  Brackett  St.,  Portland 
Mercy  Hosp.,  Portland 
260  Western  Ave.,  South  Portland 
153A  Main  St.,  Fryeburg 
180  Park  Ave.,  Portland 
157  Pine  St.,  Portland 
19  Bramhall  St.,  Portland 
300  Danforth  St.,  Portland 
Hammond  Rd.,  Westbrook 
128  Chadwick  St.,  Portland 
Maine  Medical  Ctr. , Portland 
18  Bramhall  St.,  Portland 


Fanning,  Joseph  P.  (PATH) 

Dept,  of  Pathology,  Maine  Medical  Ctr.,  Portland 
Fellers,  Francis  X.  (IM)  Montello  Manor  Nursing  Home,  Lewiston 
Ferguson,  Franklin  F.  (PATH)  22  Bramhall  St.,  Portland 


Fife,  James  L.  (GS) 

Finks,  Henry  B.  (FP) 

Fish,  Nicholas  (CP) 

Fox,  Francis  H.  (PD,N) 

Geer,  Charles  R.  (FP) 

Geer,  George  I.,  Jr.  (FP) 

Geyerhahn,  George  (FP.1M) 

Gibbons,  John  F.  (R) 

Ginn,  Fred  L.  (PATH) 

Dept,  of  Pathology,  Maine  Med.  Ctr 


65  Baribeau  Dr.,  Brunswick 
22  Lunt  Rd.,  Falmouth 
12  Sturdivent  Rd.,  Cumberland  Foreside 
83  West  St.,  Portland 
208  Vaughan  St.,  Portland 
208  Vaughan  St.,  Portland 
73  Deering  St.,  Portland 
22  Bramhall  St.,  Portland 


Portland 


Givertz,  Bernard  (CD.1M) 
Glassmire,  Charles  R.  (IM) 
Gluck,  Kenneth  A.  (FP) 

Godsoe,  John  A.  (ORS) 

Goduti.  Richard  J.  (OPH) 
Goffin,  Floyd  B.  (OTO) 
Goldfarb,  Walter  B.  (GS) 

Good,  Philip  G.  (PD) 

Gottlieb,  Brian  M.  (P) 

Greco,  Edward  A.,  Jr.  (IM) 
Haak,  Rudy  (ANES) 

Hall.  William  J.,  Ill  (IM) 
Hallee,  Theodore  J.  (IM.NEPH) 


131  Chadwick  St.,  Portland 
37  Deering  St.,  Portland 
So.  High  St.,  Bridgton 
48  Gilman  St.,  Portland 
9 Deering  St.,  Portland 
56  Baribeau  Dr..  Brunswick 
72  West  St.,  Portland 
54  Edison  Dr.,  Augusta 
Durham  Rd.,  Freeport 
111  Westcott  St.,  South  Portland 
Parkview  Mem.  Hosp.,  Brunswick 
25  Bramhall  St..  Portland 


Hallett,  George  W.  (PD) 
Hanley,  Daniel  F.  (FP.ORS) 
Hannemann,  Joseph  H.  (R) 
Hardy.  Edmund  W.  (IM) 
Haverty,  Carolina  Ines  (ANES) 
Hawkes,  Richard  S.  (IM) 
Heath,  Gordon  A.  (P,CP) 
Heifetz,  Ralph  (PD) 

Herrera,  Benjamin  S.  (FP) 
Hiebert,  Clement  A.  (GS.TS) 
Hill,  Douglas  R.  (FP) 

Hinckley,  Harris  (FP) 

Hotelling.  David  R.  (IM.END) 
Iverson,  Andrew  P.,  Jr.  (U) 
Jackson,  Carl  S.  (P) 

Jacobson,  Payson  B.  (OPH) 
Johnson,  Albert  C.  (OTO) 
Johnson,  Gaylen  W.  (GS) 
Johnston,  Hugh  H.  (ENDOC.) 
Katz,  Edward  L.  (NS) 

Kent,  Stanley  W.  (OBG) 
Kilgallen,  John  D.  (R) 

Kimura,  Takanori  (FP) 

Klein,  Stephen  R.  (NS) 


155  Spurwink  Ave.,  Cape  Elizabeth 
22  Bramhall  St.,  Portland 
Box  250,  Brunswick 
22  Bramhall  St.,  Portland 
134  U.S.  Rt.  1,  Falmouth 
1851  Washington  Ave.,  Portland 
233  Vaughan  St.,  Portland 
22  Bramhall  St.,  Portland 
173  State  St.,  Portland 
Mallett  Ave.,  Freeport 
321  Brackett  St.,  Portland 
855  Sawyer  St.,  South  Portland 
155  Spurwink  Ave.,  Cape  Elizabeth 
190  Pine  St.,  Portland 
25  Bramhall  St.,  Portland 
22  Bramhall  St.,  Portland 
295  Brighton  Ave.,  Portland 
131  Chadwick  St.,  Portland 
Parkview  Professional  Bldg.,  Brunswick 
Maine  Medical  Ctr.,  Portland 
31  Bramhall  St.,  Portland 


7 Bramhall  St.,  Portland 
Mercy  Hospital,  Portland 
Box  C,  Pownal 
7 Bramhall  St.,  Portland 


04103 

04102 

04103 

04101 

04102 
04032 
04102 
04102 
04 102 

04101 

0401 1 

04106 

04102 

04107 
04005 

04101 
04038 

04102 
04102 
04102 
04102 
04102 

04101 
04106 
04037 

04102 
04102 
04102 
04102 
04092 
04102 
04102 
04102 

04102 
04240 
04102 
0401 1 

04105 
04110 
04102 
04102 
04102 

04101 

04102 

04102 

04102 

04101 
04009 

04102 

04101 
04011 

04102 
04330 
04032 

04106 
04011 
04102 

04107 
04102 
04011 

04102 

04105 

04103 
04102 
04102 

04101 
04032 

04102 

04106 

04107 
04102 
04102 
04102 
04102 
04102 
04011 
04102 
04102 
04102 

04101 
04069 

04102 


Klopp,  Donald  W.  (FP)  Dept,  of  Anes.,  Maine  Med.  Ctr.,  Portland 
Knowles,  John  E.  (OTO)  52  Gilman  St.,  Portland 

Knowles,  Robert  M.  (OBG)  49  Deering  St.,  Portland 

Krueger,  Myron  K.  (IM)  Parkview  Professional  Bldg.,  Brunswick 
Kunkle,  E.  Charles  (N.IM)  Maine  Medical  Ctr.,  Portland 

Labelle,  Jean  J.  (PS)  25  Bramhall  St.,  Portland 

Lamb,  Michael  T.  (EMER.  MED.)  22  Bramhall  St.,  Portland 


Lape,  C.  Philip  (GS) 

Lamed,  Frederick  S.  (IM) 

Lawrence,  Frank  H.  (EMER.  MED.) 
Leeber,  Donald  A.  (NEPH) 

Leiter,  Laban  W.  (IM.GE) 

Leonard,  Lawrence  M.  (ORS) 
Leschey,  William  H,,  Jr.  (N) 

Libby,  John  T.  (OPH) 

Little,  Charles  W.  (EMER.  MED.) 
Lord,  George  P.  (IM.CD) 

Lorentz,  John  J.  (PMR) 

Lorimer,  Robert  V.  (OBG) 

Loring,  William  E.  (PATH) 

Lovely,  David  K.  (OTO) 

Lutes,  Chris  A.  (GS.TS) 

Mack,  Francis  X.  (ANES) 
MacKinnon,  Bernard  L.  (P) 
MacLeod,  Cathel  A.  (CD) 

Mac  Vane,  William  L.,  Jr.  (GS.TS) 
Maier,  Paul  (OPH) 

Maltby,  George  L.  (NS,N) 

Markee,  Joseph  E..  Jr.  (OBG) 
Martin,  Ralf  (IM.CD) 

Martin,  Thomas  A.  (ORS) 

Martin.  Thomas  A.,  Jr.  (ORS) 
Matthews,  Edward  C.  (PD.PDC) 
Maxwell,  William  H.  (OTO) 
Mazzone,  Giovanni  (FP) 

McAfee,  Robert  E.  (GS,99) 

McCann,  Eugene  C.  (OBG) 
McCrann,  Donald  J.,  Jr.  (OBG) 
McFarland,  Edward  A.  (FP.ANES) 
McGuire,  Stuart  W.  (OPH) 

Mclntire,  Barron  F.,  Jr.  (FP.IM) 
McLean,  E.  Allan  (OBG) 
McManamy,  Eugene  P.  (GS) 
McMichael,  Morton  (P) 

Miller,  Buell  A.  (OBG) 

Miniutti,  Gloria  M.  (P) 

Minton,  Paul  R.  (CD) 

Monaghan,  Stephen  E.  (ORS) 
Monkhouse,  William  A.  (FP.OM) 
Morrison,  Robert  M.  (OBG) 

Morton,  George  L.  (RHEUM) 
Morton,  Jeremy  R.  (TS,CS) 

Moulton,  Albert  W.,  Jr.  (OPH) 
Nelson,  Bruce  D.  (U,GS) 

Newcomb,  John  L.  (GS) 

Olmsted,  Burton  L.  (PS) 

Orbeton,  Everett  A.  (PD, PDA) 
Osher,  Harold  L.  (IM.CD) 

Packard,  Andrew  B.  (R) 


R.F.D.  No.  1,  Orrs  Island 
155  Spurwink  Ave.,  Cape  Elizabeth 


22  Bramhall  St.,  Portland 
13  Charles  St.,  Portland 
175  Vaughan  St.,  Portland 
7 Bramhall  St.,  Portland 
180  Park  Ave.,  Portland 
52  Gilman  St.,  Portland 
Maine  Medical  Ctr.,  Portland 
7 Bramhall  St.,  Portland 
Maine  Medical  Ctr.,  Portland 
131  Chadwick  St.,  Apt.  2,  Portland 
7 Riverside  Dr.,  Falmouth  Foreside 
46  Deering  St.,  Portland 
7 Bramhall  St.,  Portland 
144  State  St.,  Portland 
57  Deering  St.,  Portland 
131  Chadwick  St.,  Portland 
211  State  St.,  Portland 
723  Congress  St.,  Portland 
31  Bramhall  St.,  Portland 
260  Western  Ave.,  South  Portland 
131  Chadwick  St.,  Portland 
157  Pine  St.,  Portland 

48  Gilman  St.,  Portland 
229  Vaughan  St.,  Portland 

157  Pine  St.,  Portland 
499  Stevens  Ave.,  Portland 
7 Bramhall  St.,  Portland 

49  Deering  St.,  Portland 
148  State  St.,  Portland 

P.O.  Box  97,  Brunswick 
131  State  St.,  Portland 
13  W.  Elm  St.,  Yarmouth 
29  Deering  St.,  Portland 
72  West  St.,  Portland 
73  Deering  St.,  Portland 
260  Western  Ave.,  South  Portland 
29  Deering  St.,  Portland 
131  Chadwick  St.,  Portland 
7 Bramhall  St.,  Portland 
131  State  St.,  Portland 
148  State  St.,  Portland 
180  Park  Ave.,  Portland 
321  Brackett  St.,  Portland 
180  State  St.,  Portland 
103  State  St.,  Portland 
2 Alden  Circle,  Portland 
73  Deering  St.,  Portland 
131  Chadwick  St.,  Portland 
131  Chadwick  St.,  Portland 
Maine  Medical  Ctr.,  Portland 


Parsons,  Alice  H.  (ANES) 

505  Westbrook  St.,  Apt.  2040,  South  Portland 


Paulding,  Stephen  B.  (IM.FP) 
Pawle,  Robert  H.  (FP) 
Pennoyer,  Douglass  C.  (GS) 
Penta.  Walter  E.  (FP.OM) 
Phelps,  Paulding  (IM.RHEU) 
Pogue,  Jackson  S.  (FP) 
Poliner,  Irving  J.  (IM,GE) 
Polisner,  Saul  R.  (OPH) 
Porter,  Joseph  E.  (PATH) 
Provost,  Pierre  E.  (OTO) 

Ray,  Ferris  S.  (GS) 

Read,  Frank  W.  (OPH) 


134  U.S.  Rt.  1,  Falmouth 
251  U.S.  Rt.  1,  Falmouth 
1 12  Vaughan  St.,  Portland 
316  Woodford  St.,  Portland 
180  Park  Ave.,  Portland 
529  Gilmore  Ave.,  Trafford,  Pa. 

95  West  St.,  Portland 
143  Vaughan  St.,  Portland 
22  Bramhall  St.,  Portland 
157  Pine  St.,  Portland 
7 Bramhall  St.,  Portland 
9 Deering  St.,  Portland 


Ready,  John  C.  (PD)  Pineland  Hospital  & Training  Ctr.,  Pownal 


Rice,  John  D.,  Jr.  (PATH) 
Richards,  A.  Dewey  (FP) 
Richards,  Henry  H.  (FP) 
Robinson,  Hugh  P.  (U) 

Rogers,  Albert  M.  (ORS) 
Rubins,  Talivaldis  (FP.IM) 
Sager,  George  F.  (GS) 

Santoro,  Domenico  A.  (IM) 
Saunders,  Norman  W.  (IM) 
Savadove,  Robert  F.  (P) 

Sawyer,  Howard  P.,  Jr.  (ANES) 
Selvage,  Irving  L.,  Jr.  (R) 
Serrage,  Elizabeth  G.  (OPH) 


144  State  St.,  Portland 
Bridgton  Family  Med.  Ctr.,  Bridgton 
32  Valley  Rd.,  Cape  Elizabeth 
229  Vaughan  St.,  Portland 
48  Gilman  St.,  Portland 
E.A.  Center  Mem.  Clinic,  Steep  Falls 
7 Bramhall  St.,  Portland 
43  Deering  St.,  Portland 
233  Vaughan  St.,  Portland 
22  Bramhall  St.,  Portland 
1 1 Bramhall  St.,  Portland 
22  Bramhall  St.,  Portland 
87A  Ocean  St.,  South  Portland 


04102 

04102 

04101 
0401 1 

04102 
04102 
04102 
04066 
04107 
04102 
04102 
04102 
04102 
04102 
04102 
04102 
04102 
04102 
04102 

04105 

04101 

04102 
04101 

04101 

04102 

04101 

04102 
04102 

04106 
04102 
04102 
04102 
04102 

04102 

04103 
04102 
04101 
04101 
0401 1 
04101 
04096 

04101 

04102 
04101 
04106 

04101 

04102 
04102 
04101 

04101 

04102 
04102 

04101 

04102 
04102 

04101 

04102 
04102 
04102 

04106 
04105 

04105 

04102 

04103 
04102 
15085 
04102 
04102 
04102 
04102 
04102 
04101 
04069 

04101 
04009 

04107 

04102 
04102 
04085 
04102 

04101 

04102 
04102 
04102 
04102 

04106 


k 


3 


Serrage,  John  C.  (PD) 

Shapiro,  Morrill  (GS) 

Shuman,  Michael  L.  (IM) 

Skillin,  Charles  E.  (OBG) 
Sommer,  Robert  G.  (D) 

Soreff,  Stephen  M.  (P) 

Southall,  Rogers  C.  (ORS) 
Stocks,  Joseph  F.  (PATH, PD) 
Storer,  Daniel  P.  (IM,99) 

Strach,  Toffield  B.  J.  (1M,CD) 
Strauss,  William  T.  (FP,IM) 
Stroud,  Geoffrey  A.  (FP) 

Swett,  Alfred  E.  (R) 

Sylvester,  Robert  A.  (RHEUM) 
Sylvester,  Stanley  B.  (OM) 
Szelenyi,  Ernest  (PUD.IM) 
Taxiarchis,  Louis  N.  (PATH) 
Taylor,  James  M.  (IM) 

Taylor,  William  F.  (IM) 

Telfeian,  Alphonse  (P) 

Tetreau,  William  J.  (IM) 
Thompson,  Philip  P.,  Jr.  (IM,99) 
Thurber,  Charles  F.  (IM) 
Timothy,  Robert  P.  (U) 

Trask,  Henry  M.  (FP,GS) 

True,  Robert  M.  (FP) 

Turcotte,  Guy  N.  (P) 


229  Vaughan  St.,  Portland 
7 Bramhall  St.,  Portland 
131  Chadwick  St.,  Portland 
1 1 1 Westcott  Rd.,  South  Portland 
7 Bramhall  St.,  Portland 
Maine  Medical  Ctr.,  Portland 
157  Pine  St.,  Portland 
22  Bramhall  St.,  Portland 
108  Fessenden  St.,  Portland 
Station  A,  P.O.  Box  4133,  Portland 
P.O.  Box  448,  Hampton,  N.H. 
65  Baribeau  Dr.,  Brunswick 
Hearthside,  RFD  2,  No.  Windham 
103  State  St.,  Portland 
Box  548,  Portland 
Box  C,  Pownal 
R.F.D.  No.  1,  West  Buxton 
22  Bramhall  St.,  Portland 
134  U.  S.  Rte.  1,  Falmouth 
92  West  St.,  Portland 
1 1 1 Westcott  Rd.,  South  Portland 
131  Chadwick  St.,  Portland 
Maine  Medical  Ctr.,  Portland 
229  Vaughan  St.,  Portland 
24  Hersey  St.,  Portland 
Maine  Medical  Ctr.,  Portland 
7 Bramhall  St.,  Portland 
367  Main  St.,  Westbrook 


Turgeon,  Raphael  F.  (FP,GS) 

Van  Deventer,  Wilhelm  H.  J.  (ANES) 

R.F.D.  No.  3,  Mere  Point  Rd.,  Brunswick 


Van  Lonkhuyzen,  Maurice  (OPH) 
Villandry,  Philip  J.  (ANES) 

Voss,  Carlyle  B.  (P) 

Walker,  Douglass  W.  (PD) 

Walsh,  Andrew  C.  (PMR) 

Ware,  Roland  G.,  Jr.  (R) 

Weaver,  Michael  L.  (GS) 

Webber,  Peter  B.  (IM) 

White,  Chester  W.,  Jr.  (ANES, 99) 
White,  William  J.  (FP) 

White,  Richard  L.  (TS.CS) 
Whitney,  Philip  G.  (IM) 

Wilkis,  Joseph  L.  (OBG) 

Wilson,  Donald  W.  (N) 


131  State  St.,  Portland 
22  Bramhall  St.,  Portland 
22  Bramhall  St.,  Portland 
Maine  Medical  Ctr.,  Portland 
144  State  St.,  Portland 
22  Bramhall  St.,  Portland 
10  Water  St.,  Brunswick 
233  Vaughan  St.,  Portland 
22  Bramhall  St.,  Portland 
1 Mitchell  Rd.,  South  Portland 
7 Bramhall  St.,  Portland 
233  Vaughan  St.,  Portland 
260  Western  Ave.,  South  Portland 
52  Gilman  St.,  Portland 


Winkelbauer,  Rudolf  G.  (P.A.)-(OBG) 
Wyman,  David  S.  (IM) 

Young,  William  J.  (ER) 

Zemer,  John  (OBG) 

Zolov,  Benjamin  (P. A.)-(A,IM) 


62  Baribeau  Dr.,  Brunswick 
233  Vaughan  St.,  Portland 
Mercy  Hosp.,  Portland 
49  Deering  St.,  Portland 
296  Congress  St.,  Portland 


04102 

04102 

04102 

04106 

04102 

04102 

04102 

04102 

04103 
04101 
03842 
04011 
04062 

04101 
04112 
04069 
04093 

04102 

04105 
04102 

04106 
04102 
04102 

04102 

04103 
04102 
04102 
04092 

04011 

04101 

04102 
04102 
04102 

04101 

04102 
04011 
04102 
04102 
04106 
04102 
04102 
04106 
04102 
04011 
04102 
04101 
04101 
04101 


HONORARY 


Bischoffberger,  John  M.  (FP)  Naples 

Blaisdell,  Elton  R.  (IM,CD)  233  Vaughan  St.,  Portland 

Blumberg,  Edward  (00)  6316  Strickland  Ave.,  Brooklyn,  N.Y. 


Cohen,  Abram  I.  (OTO,A) 
Cummings,  George  O.,  Sr.  (OTO) 
Curtis,  Winifred  W.  (FP) 

Fogg,  C.  Eugene  (00) 

Freeman,  William  E.  (FP) 

Lappin,  John  J.  (OTO) 

Lombard,  Reginald  T.  (FP.OBG) 
McCrum,  Philip  H.  (FP.OBG) 
Moulton,  Albert  W.,  Sr.  (OPH) 
Patterson,  James  (FP)  Apt. 

Petterson,  Herman  C.  (FP.PD) 
Stevens,  Theodore  M.  (OBG) 
Webber,  Isaac  M.  (GS) 

Whittier,  Alice  A.S.  (PD) 


Smith  St.,  Harrison 
47  Deering  St.,  Portland 
Bailey  Island 
Peaks  Island 
107  Main  St.,  Yarmouth 
171  State  St.,  Portland 
793  Main  St.,  South  Portland 
15  Fairlawn  Ave.,  South  Portland 
180  State  St.,  Portland 
I0D,  45  Western  Prom.,  Portland 
Chebeaque  Island 
148  State  St.,  Portland 
29  Deering  St.,  Portland 
143  Neal  St.,  Portland 


04055 

04102 

11234 

04040 

04101 

04003 

04108 

04096 

04101 

04106 

04106 

04101 

04101 

04017 

04101 

04101 

04102 


Davis,  Paul  V.  (FP)  530  E.  Pinehurst  Dr.,  Spring  Hill,  Fla. 

Dyhrberg,  Norman  E.  (FP.OBG)  Box  76,  R.F.D.  No.  4,  Portland 
Levy,  Richard  A.  (P)  1938  Wilding  Lane,  San  Luis  Obispo,  Calif. 

Lincoln,  John  R.  (ANES) 

Schooner  Rocks,  Cumberland  Foreside,  Portland 
Marshall,  Donald  F.  (U)  Box  1 16,  Bar  Mills 

Melkis,  Andrew  (P)  Box  161,  Gray 

Rubins,  Nina  B.  (FP)  E.A.  Center  Mem.  Clinic,  Steep  Falls 

Ward,  John  V.  (00)  8 Waites  Landing  Rd.,  Falmouth  Foreside 


JUNIOR 

Dixon,  Carolyn  S.  (P)  22  Bramhall  St.,  Portland 

Phelps,  Hugh  M.  (RAD.  THERAPY) 

Maine  Medical  Ctr.,  Portland 
Rosenthall,  Louis  E.  (FP)  22  Bramhall  St.,  Portland 

Salvo,  Anthony  F.  (Resident) 

14  Cottage  St.,  E.  Boston,  Mass. 
Samuelson,  Thomas  W.  (FP)  Maine  Medical  Center,  Portland 


33512 

04110 

93401 

041 10 
04004 
04039 
04085 
04105 


04102 

04102 

04102 

02128 

04102 


SERVICE 


Burnett,  Claude  A.,  Jr.  (GS,TS)  Crathes,  Seal  Harbor  04675 

Gates,  Clifford  W.  (CAPT)  (R)  MC,  USN,  Naval  Station  Disp.. 

Box  60,  FPO,  San  Francisco,  Calif.  96610 
Iszard,  David  M.  (FP,IM)  Public  Health  Clinic,  Veranda  St.,  Portland  04103 
Stephenson,  Richard  B.  (GS)  Bldg.  1,  Rm.  118, 

National  Institutes  of  Health,  Bethesda,  Md.  20014 


FRANKLIN  COUNTY 

President  — Paul  A.  Brinkman,  M.D. 
Secretary-Treasurer  — Hays  G.  Bowne,  M.D. 

ACTIVE 


Alilin,  Eleuterio  S.  (FP) 
Blumenstein,  Harold  1.  (R)  Hill 
Bowne,  Hays  G.  (FP) 

Brinkman,  Paul  A.  (GS) 

Condit,  Roger  E.  (FP) 

DeGrinney,  Joseph  T.  (FP) 

Dixon,  David  C.  (GS) 

Duffy,  Wallace  H.  (FP.GS) 
Eastman,  Charles  W.  (FP) 

Eastman,  H.  Wilson  (FP,P) 

Ekinci,  Fevzi  (IM,CD) 

Fiorica,  Gaetano  T.  (FP) 

Fleishman,  A.  Martin  (P) 

Floyd,  Paul  E.  (OPH, OTO) 
McMahon,  James  (PD) 

Onion,  Daniel  K.  (IM) 

Smith,  Christopher  S.  (FP) 


Box  13,  Fayette  04344 
House,  Cutler  Lane,  Farmington  04938 
Strong  04983 
Farmington  04938 
23  Court  St.,  Farmington  04938 
Livermore  Falls  04254 
Box  792,  Farmington  04938 
100  Main  St.,  Farmington  04938 
15  Millett  St.,  Livermore  Falls  04254 
Box  188,  Livermore  Falls  04254 
42  Main  St.,  Livermore  Falls  04254 
12  Church  St.,  Chisholm  04222 
RFD  #3,  Farmington  04938 
2 Middle  St.,  Farmington  04938 
RFD  No.  3,  Farmington  04938 
RFD  No.  3,  Farmington  04938 
Box  232,  Farmington  04938 


Brinkman,  Harry  (GS) 


SENIOR 

47  Perham  St.,  Farmington  04938 


AFFILIATE 


Armstrong,  Paul  E.  (FP)  25  Park  St.,  Madison  04950 

Colley,  Maynard  B.  (FP.ANES)  14  Main  St.,  Farmington  04938 

Reed,  James  W.  (R)  18  Main  St.,  Farmington  04938 


HANCOCK  COUNTY 

President  — Bradley  E.  Brownlow,  M.D. 
Secretary-Treasurer  — John  C.  Van  Pelt,  M.D. 

ACTIVE 


Douphinett,  Otis  J.  (OPH) 
Huntress,  Roderick  L.  (00) 
Johnson,  Oscar  R.  (D) 
Marston,  Paul  C.  (FP) 
Miller,  Thor  (FP) 

Morrison,  Alvin  A.  (GS) 
Scoltcn,  Adrian  H.  (D) 
Sidwell-Thompson,  Doris  M 

Tabachnick,  Henry  M.  (IM) 
Urjanis,  Janis  (FP) 

Wight,  Donald  G.  (FP) 


SENIOR 

763  Congress  St.,  Portland  04102 
P.O.  Box  419,  North  Windham  04062 
9 Parsons  Rd.,  Portland  04103 
Kczar  Falls  04047 
752  Main  St.,  Westbrook  04092 
9 Ricker  Park,  Apt.  2-D,  Portland  04101 
Carolina  Village,  Hendersonville,  N.C.  28739 
(00) 

R.F.D.  Whittier  Rd.,  W.  Ossipee,  N.H.  03890 
1 10  Park  Ave.,  Portland  04101 
710  Cannons  Lane,  Louisville,  Ky.  40206 
30  Mitchell  Rd.,  South  Portland  04106 


AFFILIATE 


Christensen,  Harry  E.  (OM) 


South  Freeport  04078 


Britt.  Richard  W.  (FP.OTO) 
Brownlow,  Bradley  E.  (FP) 
Bromley,  William  C.  (OPH) 

Clason,  Walton  P.  C.  (1M,CD) 
Cooper,  Llewellyn  W.  (GS) 

Fuller,  George  G.  (R) 

Garnett,  James  H.  P.  (GS) 

Gerdes,  Kendall  A.  (FP) 

Gilmore,  Edward  B.  (IM) 

Homer,  William  R.  (GS) 

Hsu,  Theodore  S.  (OPH) 

Isil,  Neal  H.  (P.A. MANES) 

Joost,  Arthur  M.,  Jr.  (FP) 
Knickerbocker,  Charles  H.  (IM.CD) 
Kopfmann,  Harry  (FP) 

LaCasce,  Joseph  H.  (IM) 

Lambdin,  Morris  A.  (PD) 


Blue  Hill 

Blue  Hill  Mem.  Hosp..  Blue  Hill 
State  St.,  Ellsworth 
12  Pleasant  St.,  Ellsworth 
Hancock  St.,  Bar  Harbor 
50  Union  St.,  Ellsworth 
Northeast  Harbor 
Kimball  Rd.,  Northeast  Harbor 
Hancock  St.,  Bar  Harbor 
Hancock  St.,  Bar  Harbor 
14  High  St.,  Ellsworth 
50  Union  St.,  Ellsworth 
Box  520,  Bucksport 
15  High  St.,  Bar  Harbor 
Deer  Isle 
50  Union  St.,  Ellsworth 
1 Carlisle  St. , Ellsworth 


04614 

04614 

04605 

04605 

04609 

04605 

04662 

04662 

04609 

04609 

04605 

04605 

04416 

04609 

04627 

04605 

04605 
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McIntyre,  John  D.  (P.A.)-(OBG)  50  Union  St.,  Ellsworth 

Murray,  John  G.,  Jr.  (FP)  Blue  Hill  Mem.  Hosp.,  Blue  Hill 

Pease,  Horace  B.  (IM)  Maine  Coast  Mem.  Hosp.,  Ellsworth 

Russell,  Robert  F.  (FP)  Castine 

Silver,  Randall  H.  (PD)  Maine  Coast  Mem.  Hosp.,  Ellsworth 


Hancock  St.,  Bar  Harbor 
Hancock  St.,  Bar  Harbor 
58  W.  Main  St.,  Ellsworth 
Elm  St.,  Bucksport 
50  Union  St.,  Ellsworth 


Stewart,  Nancy  H.  (OBG.ANES) 

Stewart,  Winston  G.  (FP.OM) 

Suyama,  Eji  (GS) 

Thegen.  W.  Edward  (FP.OM) 

Van  Pelt,  John  C.  (PD.N) 

Wilbur.  Herbert  T . Jr.  (FP.ANES) 

100  Main  St..  Southwest  Harbor 
Williamson,  Elizabeth  E.  (ANES)  Blue  Hill 

Williamson.  Russell  G.  (GS)  Blue  Hill  Mem.  Hosp.,  Blue  Hill 
Wilson,  Robert  D.  (R)  Mt.  Desert  Island  Hosp.,  Bar  Harbor 


04605 

04614 

04605 

04421 

04605 

04609 

04609 

04605 

04416 

04605 

04679 

04614 

04614 

04609 


Gray.  Philip  L.  (FP.OPH) 


Coffin.  Ernest  L.  (FP) 
Howe,  Chester  W.  (GS) 


SENIOR 


AFFILIATE 


Blue  Hill  04614 


Northeast  Harbor  04662 
Blue  Hill  04614 


KENNEBEC  COUNTY 
President  — Joseph  J.  Hiebel,  M.D. 
Secretary-Treasurer  — Oscar  T.  Feagin,  M.D. 


ACTIVE 


Aslam,  Padiath  A.  (GS.TS.CS) 
Atallah.  Antoine  A.  (IM) 

Atlee.  William  E.,  Jr.  (OPH) 
Barnard,  John  M.  H.  (FP) 

Barron,  Richard  E.  (FP.GS) 
Beckerman,  Stanley  C.  (IM) 
Bennett.  Ralph  G.,  Jr.  (R) 

Betts,  Anthony  (PATH) 

Bhatnagar,  Hemendra  N.  (OTO) 
Bolduc.  Jean  L.  (FP.GS) 

Brann.  Henry  A.  (FP) 

Butler,  James  F.  (OR) 

Callahan.  Robert  L.  (TS) 

Canal,  Ory  D.  (P) 

Castellanos,  Jose  (FP.ORS) 

Chafi.  Jafar  (P.A.)-(OBG) 

Chai.  Dou  Kyung  (OBG) 
Chamberlin,  Richard  T.  (IM) 
Chasse,  Richard  L.  (FP.GS) 

Chen.  John  T.  (R) 

Cheng.  Hsueh-ching  (IM) 

Chu,  Sung  W.  (IM) 
Ciembroniewicz,  Julius  E.  (NS.N) 
Crawford.  Joseph  R.  (FP.GS) 
Cruickshank.  Frank  S.,  Jr.  (R) 
Culver.  Raymond  E.  (IM.GE) 
Dachslager,  Philip  (FP.IM) 


89  Hospital  St.,  Augusta 
325  Kennedy  Mem.  Dr..  Waterville 
221  Eastern  Ave.,  Augusta 
Doctors  Park.  89  Hospital  St.,  Augusta 
Western  Ave.,  Winthrop 
175  Silver  St..  Waterville 
325B  Kennedy  Mem.  Dr.,  Waterville 
Thayer  Hospital,  Waterville 
67  Silver  St.,  Waterville 
325  Kennedy  Dr.,  Waterville 
31  Weston  Ave.,  Augusta 
14  Gilman  St.,  Waterville 
12  Spruce  St.,  Augusta 
193  Cony  St.,  Augusta 
Augusta  State  Hosp.,  Augusta 
221  Eastern  Ave.,  Augusta 
221  Eastern  Ave.,  Augusta 
Thayer  Hospital,  Waterville 
18  Park  St.,  Waterville 
Cherry  Hill  Ter.,  Waterville 
12  Spruce  St.,  Augusta 
150  Dresden  Ave..  Gardiner 
15  Middle  St.,  Augusta 
12  Spruce  St..  Augusta 
Eaton  Dr.,  Waterville 
325  Kennedy  Mem.  Dr.,  Waterville 
72  Winthrop  St.,  Augusta 


Darlington,  Brinton  T.  (IM)  Doctors  Park.  89  Hospital  St.,  Augusta 
Davis,  Earle  M.  (U)  325  Kennedy  Dr..  Waterville 

deFreitas,  Andre  M.  (P)  19  Cushnoe  Dr.,  Augusta 

Dela  Cruz,  Teodoro  C.  (N.NS)  15  Middle  St.,  Augusta 

Denison,  John  D.  (FP) 

Family  Med.  Inst.,  12  E.  Chestnut  St..  Augusta 
Dennis.  Richard  H.  (OPH)  325A  Kennedy  Dr.,  Waterville 

Diehl,  William  H.,  Jr.  (OTO)  325B  Kennedy  Mem.  Dr.,  Waterville 

325  Kennedy  Dr.,  Waterville 


Dole.  Richard  R.  (IM) 

Dore,  Clarence  E.  (FP) 

Dunn.  Robert  H.  (P) 

Emanuel,  Meyer  (U) 

Ervin,  Edmund  N.  (PD, 99) 
Feagin,  Oscar  T.  (IM,PH) 
Fisher,  Dean  H.  (PH) 

Fisher,  Samson  (A.D) 
Galarraga,  Efraim  C.  (IM) 
Gashgai,  Abdolla  S.  (FP) 
Giddings,  Paul  D.  (GS) 
Ginder,  David  R.  (IM) 
Gingras,  Napoleon  J.  (ANES) 
Giuffre,  Richard  A.  (FP) 
Goodof,  Irving  I.  (PATH) 
Gould,  George  I.  (FP.ANES) 
Green,  Kenneth  W.  (ANES) 
Guillemette,  Maurice  R.  (FP) 
Guite,  L.  Armand,  Jr.  (GS) 
Halperin,  David  C.  (GS) 
Hayes,  James  C.  (PATH) 


2 School  St.,  Waterville 
105  Dresden  Ave.,  Gardiner 
Veterans  Adm.,  Togus 
2 School  St.,  Waterville 
89  Hospital  St.,  Augusta 
State  House,  Augusta 
26  College  Ave.,  Waterville 
6 So.  Chestnut  St.,  Augusta 
55  Middle  St.,  Augusta 
31  Western  Ave.,  Augusta 
325A  Kennedy  Mem.  Dr.,  Waterville 
6 E.  Chestnut  St.,  Augusta 
3 Lincoln  St.,  Arlington,  Mass. 
Thayer  Hospital,  Waterville 
79  Main  St.,  Richmond 
12  Eaton  Dr.,  Waterville 
107  Water  St.,  Augusta 
325  Kennedy  Mem.  Dr.,  Waterville 
89  Hospital  St.,  Augusta 
6 E.  Chestnut  St.,  Augusta 


04330 

04901 

04330 

04330 

04364 

04901 

04901 

04901 

04901 

04901 

04330 

04901 

04330 

04330 

04330 

04330 

04330 

04901 

04901 

04901 

04330 

04345 

04330 

04330 

04901 

04901 

04330 

04330 

04901 

04330 

04330 

04330 

04901 

04901 

04901 

04901 

04345 

04330 

04901 

04330 

04330 

04901 

04330 

04330 

04330 

04901 

04330 

02174 

04901 

04357 

04901 

04330 

04901 

04330 

04330 


Hiebel,  Joseph  J.  (IM.99) 

Hill,  Anthony  B.  (IM) 

Hill.  Kevin  (OPH) 

Homberger,  H.  Richard  (TS.GS) 
Hurd,  Allan  C.  (OPH) 

Jabar,  Paul  J.  (OTO) 

Jacobsohn,  Ulrich  (GP) 

Jerome,  Alex  W.  (FP) 

Jones,  Gareth  O.  M.  (ANES) 
Jones,  Paul  A.,  Jr.  (OBG) 


179  Main  St.,  Waterville  04901 
258  Main  St.,  Saco  04072 
325A  Kennedy  Dr.,  Waterville  04901 
325  Kennedy  Dr.,  Waterville  04901 
5 Hasson  St.,  Hallowell  04347 
12  Spruce  St.,  Augusta  04330 
130  Main  Ave.,  Farmingdale  04345 
12  E.  Chestnut  St.,  Augusta  04330 
Augusta  Gen.  Hosp.,  Augusta  04330 
2 School  St.,  Waterville  04901 


Kindig.  Warren  V.  (PATH) 

Dept,  of  Pathology,  Augusta  Gen.  Hosp.,  Augusta  04330 
Lagomarsino,  Fred  J.  (OPH)  325A  Kennedy  Mem.  Dr.,  Waterville  04901 
Lanuza-Cox,  Fe  G.  (P)  Augusta  Mental  Health  Institute,  Augusta  04330 
Leadley,  Peter  J.  (IM)  Box  243,  Manchester  04351 

Lepore,  Anthony  E.  (FP.CD)  128  Main  Ave.,  Gardiner  04345 

Letoumeau.  J.  Alfred  (OBG)  325  Kennedy  Mem.  Dr.,  Waterville  04901 
Marshall,  Joseph  A.  (GS)  177  Main  St.,  Waterville  04901 

Marshall.  Paul  A.  (ANES) 

R.F.D.  No.  1,  Box  121  A.  Ridge  Rd.,  Fairfield  04937 
Augusta  Gen.  Hosp.,  Augusta  04330 


Martinak,  Joseph  F.  (FP) 

Mathews.  Hugh  J.,  Jr.  (FP.ANES) 
Mclntire,  Percy  C.  (PUD) 
McKendry,  James  R.  (ORS) 
McLaughlin,  Ivan  E.  (FP.R) 
McPhedran,  Alexander  M.  (N.P) 


345  Water  St.,  Gardiner  04345 
Johnson  Heights,  Waterville  04901 
75  Stone  St.,  Augusta  04330 
Rt.  5A,  Gardiner  04345 
12  E.  Chestnut  St.,  Augusta  04330 


Melendy,  Oakley  A.  (GS)  Doctors  Park,  89  Hospital  St.,  Augusta  04330 
Mepani,  Bhupendra  (R) 

Wimbleton  Ct..  Bldg.  1 12.  Apt.  #8,  Center  Rd.,  Buffalo,  N.Y.  14224 
Michaud,  Joseph  C.  (GS)  P.O.  Box  606,  Waterville  04901 

Milliken,  Howard  H.  (IM.CD) 

R No.  1,  Pond  Rd.,  (Manchester),  Hallowell  04347 
Mohlar,  Robert  G.  (IM)  Doctors  Park,  89  Hospital  St.,  Augusta  04330 
Monsivais,  Alfredo  (IM,P)  1 Western  Ave.,  Winthrop  04364 

Moore,  Valentine  J.  (ANES)  Thayer  Hospital,  Waterville  04901 

Agias  Sophias  5,  Thessaloniki,  Greece 
325A  Kennedy  Mem.  Dr.,  Waterville  04901 
4 Woodlawn  St.,  Augusta  04330 
Box  42,  Veterans  Adm.,  Togus  04330 
Doctors  Park,  89  Hospital  St.,  Augusta  04330 
Cherry  Hill  Ter.,  Waterville  04901 
283  Water  St.,  Augusta  04330 
Cherry  Hill  Dr.,  Waterville  04901 
177  Main  St.,  Waterville  04901 
325  Kennedy  Dr.,  Waterville  04901 
Augusta  Mental  Health  Ins.,  Augusta  04330 
325  Kennedy  Dr.,  Waterville  04901 
89  Hospital  St.,  Augusta  04330 


Nikolaidis,  Demitrios  (R) 

Nolin,  Laurier  E.  (IM.CD) 

O’Connor,  Francis  J.  (R) 

Ohler,  Robert  L.  (IM) 

Peddie,  Harry  M.  K.  (FP) 

Pfeiffer.  Paul  H.  (IM.CD) 

Pimpton,  Jay  R.  (OPH) 

Poulin,  Albert  A.  (R) 

Poulin.  James  E.  (OTO) 

Pratt,  Loring  W.  (OTO) 

Radomski,  Theodore  J.  (P) 

Reynolds,  John  F.  (GS.TS) 

Richards,  Lee  W.,  Jr.  (OBG) 

Robertson,  George  J.  (IM) 

1370  Turnpike  St.,  North  Andover, 


Rodriguez,  Jose  M.  (NS) 
Rohm,  Walter  (P) 

Russell,  Theodore  M.  (PD) 
Sanzenbacher,  Karl  E.  (N) 
Satir,  Ahmet  (CD.TS) 
Schumacher,  William  E.  (P) 
Sebring.  Heatly  D.  (PD) 
Seligman,  Morris  J.  (P) 
Senenky,  Joseph  P.  (P) 
Sewall.  Kenneth  W.  (OBG) 
Shaw,  John  H.  (GS) 
Sheehan,  Terrance  J.  (PD) 
Shelton,  Robert  L.  (GS) 
Smith,  Kenneth  E.  (PATH) 
Stinchfield.  Allan  J.  (ORS) 
Stram,  Robert  A.  (R) 

Stucki,  Paul  (ORS) 
Sturtevant,  Vaughn  R.  (IM) 
Szucs,  Murrill  M.,  Jr.  (C) 
Takach,  Robert  J.  (OPH) 
Tobin,  H.  Wayne  (P) 
Towne,  Charles  E.  (FP) 
Towne,  John  W.  (GS) 
Trembly,  Bruce  (NS) 

Tsao,  Wu-Ming  (FP) 

Turner,  Fennell  P.  (GS) 
Twadelle,  Frank  J.  (GS) 
Veilleux,  Lucien  F.  (GS) 
Watanabe,  Tatsuo  (ORS) 
Wheelwright,  Henry  J.  (IM) 
Wilson,  Robert  W.  (FP) 
Wren,  James  C.  (IM.CD) 


Mass.  01845 
325  Kennedy  Dr.,  Waterville  04901 
Augusta  State  Hosp.,  Augusta  04330 
Doctors  Park,  89  Hospital  St.,  Augusta  04330 
325C  Kennedy  Mem.  Dr.,  Waterville  04901 
Box  682,  Augusta  04330 
14  Westwood  Rd..  MD  "B",  Augusta  04330 
2 School  St.,  Waterville  04901 
Veterans  Adm.,  Togus  04330 
Augusta  State  Hosp.,  Augusta  04330 
2 School  St.,  Waterville  04901 
131  Sewall  St.,  Augusta  04330 
Doctors  Park,  89  Hospital  St.,  Augusta  04330 
21  Western  Ave.,  Augusta  04330 
Veterans  Adm.,  Togus  04330 
Box  343,  Augusta  04330 
6 E.  Chestnut  St.,  Augusta  04330 
325  Kennedy  Dr.,  Waterville  04901 
325  Kennedy  Dr.,  Waterville  04901 
325  Kennedy  Mem.  Dr.,  Waterville  04901 
325 A Kennedy  Dr.,  Waterville  04901 
Thayer  Hospital,  Waterville  04901 
18  Common  St..  Waterville  04901 
325C  Kennedy  Mem.  Dr.,  Waterville  04901 
325  Kennedy  Dr.,  Waterville  04901 
Veterans  Adm.,  Togus  04330 
Veterans  Adm.  Ctr.,  Togus  04330 
345  Water  St.,  Gardiner  04345 
325  Kennedy  Dr.,  Waterville  04901 
325  Kennedy  Mem.  Dr.,  Waterville  04901 
Augusta  Gen.  Hosp.,  Augusta  04330 
Box  962,  Jefferson  04348 
Veterans  Adm.  Ctr.,  Togus  04330 

HONORARY 


Crawford,  Albert  S.  (00) 


3013  C Via  Buena  Vista,  Launa  Hills,  Calif.  92653 


5 


Goodrich,  Blynn  O.  (FP,99)  45  Roosevelt  Ave.,  Waterville  04901 

Hill,  Howard  F.  (OPH)  325A  Kennedy  Mem.  Dr.,  Waterville  04901 

Langer,  Ella  (PD,GPM)  192  Capitol  St.,  Augusta  04330 

McQuillan,  Arthur  H.  (GS)  Pond  Rd.,  Oakland  04963 

Reynolds,  Ralph  L.  (OBG.GS)  325  Kennedy  Mem.  Dr.,  Waterville  04901 
Sleeper,  Francis  H.  (00)  3 Colony  Rd.,  Augusta  04330 


SENIOR 


Bourassa,  Harvey  J.  (FP,GS) 

Bull,  Frank  B.  (FP,GS) 

Giesen,  Joseph  H.  (ORS) 

Guite,  L.  Armand,  Sr.  (00) 
Hirschberger,  Celia  (P) 

Marquardt,  Matthias  (00) 

Schmidt,  Lorrimer  M.  (MED.  ADM.) 
Shelton,  M.  Tieche  (GS,OBG) 

Wilder,  William  D.  (FP) 


47  Elm  St.,  Waterville  04901 
5 Hasson  St.,  Hallowell  04347 
34  Gilman  Ave.,  Waterville  04901 
45  Elm  St.,  Waterville  04901 
Augusta  State  Hosp.,  Augusta  04330 
109  Cony  St.,  Augusta  04330 
13  Elm  St.,  Augusta  04330 
21  Western  Ave.,  Augusta  04330 
Box  2146,  Augusta  04330 


AFFILIATE 

Hurwitz,  Alfred  (GS)  10  Abemaki  Rd.,  Augusta  04330 

McLaughlin,  Clarence  R.  (FP,GS)  Box  191,  Gardiner  04345 

Reel,  John  J.  (FP)  59  So.  Front  St.,  Richmond  04357 

Simpson,  Margaret  R.  (P)  2 Sea  Bam  Rd.,  Cape  Elizabeth  04107 


KNOX  COUNTY 

President  — Oram  R.  Lawry,  Jr.,  M.D. 
Secretary-Treasurer  — David  G.  Reed,  M.D. 

ACTIVE 


Bamum,  William  J.  (P,CP) 

Britt,  Robert  C.  (OBG) 

Brouwer,  Johan  (P.A.)-(IM,OBG) 
Clarke,  Charles  N.  (IM) 

Dreher,  Robert  J.  (OPH) 

Earle,  Ralph  P.  (FP) 

Eddy,  Robert  H.  (P.A.)-(IM) 
Fuller,  Barbara  L.  (FP) 

Furman,  Robert  S.  (ORS) 

Giustra,  Peter  E.  (R) 

Groce,  Philip  C.  (FP) 

Hardy,  Henri  R.  (FP) 

Hawkins,  Donald  B.  (GS) 

Holz,  Peter  H.  (PD) 

Howard,  Emery  B.,  Jr.  (PD) 
Kahn,  Richard  J.  (IM) 

Kangas,  Onni  C.  (OPH) 

Kibbe,  Frank  W.  (PD) 

Killoran,  Paul  J.  (R) 

King,  Merrill  J.,  Jr.  (OPH) 
Langhome,  Allen  F.  (FP) 
Lathbury,  Vincent  T.  (P) 

Lawry,  Oram  R.,  Jr.  (FP) 
McLellan,  William  A.  (ANES) 
Martin,  Stuart  H.  (IM) 

Millington,  Paul  A.  (FP.ANES) 
Morse,  Edward  K.  (GS) 

Nuesse,  William  E.  (U) 

Onat,  Mustafa  V.  (FP.ANES) 
Reed,  David  G.  (OTO) 

Roberts,  Lloyd  (PATH) 

Root,  John  A.  (GS) 

Shrier,  Peter  R.  (OBG) 

Sigafoos,  J.  Harvey  (ANES) 

Sube,  Janis  (GS) 

Ward,  William  W.  (GS,99) 
Warren,  Henry  S.  (FP) 

Wasgatt,  Wesley  N.  (FP) 
Waterman,  Dorothy  (FP) 
Waterman,  Richard  (FP) 

Weaver,  Donald  J.  (IM) 

White,  Henry  O.  (GS) 
Wickenden,  John  W.  (ORS) 
Williams,  Thomas  W.  (IM) 
Woodruff,  Alan  F.  (IM) 
Worthing,  Verla  E.  (ANES) 


22  White  St.,  Rockland 
108  Elm  St.,  Camden 
5 Beech  St.,  Rockland 
108  Elm  St.,  Camden 
1 1 Maple  St.,  Rockland 
Vinalhaven 
5 Beech  St.,  Rockland 
20  Chestnut  St.,  Rockland 
22  White  St. , Rockland 
Knox  Co.  Gen.  Hosp.,  Rockland 
Box  413,  Union 
Box  662,  Camden 
Atlantic  Ave.  & Sea  St.,  Camden 
22  White  St.,  Rockland 
23 A Summer  St.,  Rockland 
22  White  St. , Rockland 
1 1 Maple  St.,  Rockland 
RFD  2,  Lincolnville 
Knox  County  Gen.  Hosp.,  Rockland 
Vinal  Rd.,  West  Rockport 
87  Limerock  St.,  Rockland 
Medical  Arts  Building,  Rockland 
96  Limerock  St.,  Rockland 
Harbor  Rd.,  Camden 
108  Elm  St.,  Camden 
44  Mountain  St.,  Camden 
22  White  St.,  Rockland 
22  White  St.,  Rockland 
St.  George 
7 Washington  St.,  Camden 
Knox  County  Gen.  Hosp.,  Rockland 
22  White  St.,  Rockland 
87  Limerock  St.,  Rockland 
Pleasant  Point 
108  Elm  St.,  Camden 
Box  646,  Rockland 
Derby  Rd.,  Islesboro 
41  Talbot  Ave.,  Rockland 
Waldoboro 
Main  St.,  Waldoboro 
121  Main  St.,  Thomaston 
22  White  St.,  Rockland 
22  White  St.,  Rockland 
22  White  St.,  Rockland 
16  Summer  St.,  Rockland 
Box  A,  Thomaston 


04841 

04843 

04841 

04843 

04841 

04863 

04841 

04841 

04841 

04841 

04862 

04843 

04843 

04841 

04841 

04841 

04841 

04849 

04841 

04865 

04841 

04841 

04841 

04843 

04843 

04843 

04841 

04841 

04857 

04843 

04841 

04841 

04841 

04563 

04843 

04841 

04848 

04841 

04572 

04572 

04861 

04841 

04841 

04841 

04841 

04861 


Campbell,  Fred  G.  (FP) 
Loewenstein,  George  (00) 

Saunders,  Sallic  H.  (00) 
Stimson,  Barbara  B.  (ORS) 


HONORARY 

Box  484,  Warren  04864 

1007  Woodside  Dr.,  Clearwater,  Fla.  33516 
R.F.D.,  Camden  04843 
Star  Rt.  22-282,  Owl’s  Head  04854 


SENIOR 


Apollonio,  Howard  L.  (00)  Box  34,  Rockport  04856 

Bean,  Achsa  M.  (00)  Star  Route  32,  Owl’s  Head  04854 


AFFILIATE 


Ashley,  Alta  (FP) 

Dennison,  Frederick  C.  (IM) 
Jones,  Paul  A.,  Sr.  (N,P) 
Tounge,  Harry  G.,  Jr.  (FP) 


Box  87,  Monhegan  Island  04852 
3 Gillchrest  St.,  Thomaston  04861 
General  Delivery,  Union  04862 
12  Union  St.,  Camden  04843 


LINCOLN-SAGADAHOC  COUNTY 

President  — Peter  A.  Evans,  M.D. 
Secretary-Treasurer  — George  W.  Bostwick,  M.D. 

ACTIVE 


Akar,  Hamdi  (IM,CD) 
Andrews,  John  F.  (FP) 
Avantaggio,  Frank  O.,  Jr.  (GS) 
Bachrach,  Louis  (IM) 

Belknap,  Samuel  L.  (FP) 
Blackburn,  Nelson  P.  (PATH) 
Bostwick,  George  W.  (FP) 
Bowman,  Peter  W.  (CHP.P) 
Bullington,  Sunny  J.  (OPH) 
Burden,  Charles  E.  (PD) 

Cote,  P.  Richard  (OBG) 
Crichton,  Philip  S.  (R) 

Dixon,  Robert  H.  (OTO) 

Doble,  Miriam  (FP.ANES) 
Dominici,  Raymond  H.  (GS) 
Dorogi,  Louis  V.  (GS) 
Dougherty,  John  F.  (FP) 
Dumdey,  Paul  H.  (IM) 

Evans,  Peter  A.  (IM) 

Evans,  Richard  III  (P) 

Fichtner,  Paul  A.  (FP) 

Galen,  Robert  S.  (R) 

Giustra,  Richard  A.  (ORS) 
Gregory,  Philip  O.  (FP,GS) 
Griffin,  Carl  R.,  Jr.  (GS) 
Hassan,  Robert  M.  (FP) 

Hill,  David  S.  (FP) 

Horstman,  Anthony  J.  (FP) 
Hudson,  Henry  A.  (R) 

Keating,  Anthony  J.  (FP) 
Kinder,  Edward  L.,  Jr.  (GS) 
Leek,  Richard  C.  (PATH) 
Llorente,  Aldo  F.  (P) 

McGuire,  Peter  F.  (FP) 
Morrison,  Charles  C.  (FP) 
Norzow,  Alex  J.  (OBG) 
Oceretko,  Arkadij  (GS) 

Powell,  Ralph  C.  (FP) 

Rowan,  Gilbert  R.  (FP) 

Schall,  David  W.  (FP) 

Smith,  Jacob  (FP.ANES) 
Smith,  James  O.  (FP) 

Starks,  Pauline  G.  (ANES) 
Stong,  Frederick  V.  (OPH) 
Swanson,  Ronald  A.  (R) 
Winchenbach,  Francis  A.  (GS) 
York,  Elihu  (IM) 


37  Oak  St.,  Bath  04530 
67  Oak  St.,  Boothbay  Harbor  04538 
Bristol  Rd.,  Damariscotta  04543 
65  Baribeau  Dr.,  Brunswick  04011 
Damariscotta  04543 
Bath  Memorial  Hosp.,  Bath  04530 
Box  388,  Newcastle  04553 
56  Baribeau  Dr.,  Brunswick  04011 
1 143  Washington  St.,  Bath  04530 
1 North  St.,  Bath  04530 
10  Oak  Grove  Ave.,  Bath  04530 
Regional  Mem.  Hosp.,  Brunswick  04011 
6 Oak  Grove  Ave.,  Bath  04530 
990  Washington  St.,  Bath  04530 
56  Baribeau  Dr.,  Brunswick  0401 1 
Old  Post  Rd.,  Rt.  138,  Bowdoinham  04008 
1 12  Front  St.,  Bath  04530 
6 Oak  Grove  Ave.,  Bath  04530 
65  Baribeau  Dr.,  Brunswick  04011 
56  Baribeau  Dr.,  Brunswick  04011 
10  Oak  Grove  Ave.,  Bath  04530 
6 Breckan  Rd.,  Brunswick  04011 
56  Baribeau  Dr.,  Brunswick  04011 
St.  Andrews  Hosp.,  Boothbay  Harbor  04538 
61  Atlantic  Ave.,  Boothbay  Harbor  04538 
Bristol  Rd.,  Damariscotta  04534 
10  Oak  Grove  Ave.,  Bath  04530 
McKown  St. , Boothbay  Harbor  04538 
Southport  Island  04569 
10  Oak  Grove  Ave.,  Bath  04530 
1027  Washington  St.,  Bath  04530 
Bath  Mem.  Hosp.,  Bath  04530 
56  Baribeau  Dr.,  Brunswick  04011 
56  Baribeau  Dr.,  Brunswick  04011 
Damariscotta  04543 
Parkview  Professional  Bldg.,  Brunswick  04011 
Gov.  King  Oak  Grove  Ave.,  Bath  04530 
Damariscotta  04543 
10  Oak  Grove  Ave.,  Bath  04530 
56  Baribeau  Dr.,  Brunswick  0401 1 
709  High  St.,  Bath  04530 
1 18  Front  St.,  Bath  04530 
Pemaquid  Point  04561 
Parkview  Professional  Bldg.,  Brunswick  04011 
Regional  Mem.  Hosp.,  Brunswick  04011 
910  Washington  St.,  Bath  04530 
62  Baribeau  Dr.,  Brunswick  0401 1 


Bachulus,  John  M.  (00) 
Dalrymple,  Sidney  C.  (00) 


HONORARY 

3 Breckan  Rd.,  Brunswick  0401 1 
So.  Great  Rd.,  So.  Lincoln,  Mass.  01751 


Hamilton,  Virginia  C.  (00) 
Proctor,  Thomas  E.  (FP.GS) 
Sherman,  Fuller  G.  (00) 


SENIOR 

South  Harpswell  04079 
Boothbay  Harbor  04538 
Spruce  Pt.,  Boothbay  Harbor  04538 


AFFILIATE 


Fite,  Marcia  (00) 

McCabe,  George  E.  (IM) 

Sieling.  Walter  H.  (IM) 

Tracy,  Mary  J.  (PD) 

Nidode  Aguila,  Pucsta  del  Sol 


Pemaquid  Point  04558 
RFD  No.  3,  Waldoboro  04572 
4 San  Soucie  Dr,  Stuart,  Fla.  33494 


Rte.  4,  Santa  Fe,  N.M.  87501 
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OXFORD  COUNTY 

President  — Alfred  Oestrich,  M.D. 
Secretary-Treasurer  — David  L.  Phillips,  M.D. 

ACTIVE 


Andalkar.  Ratnakar  R.  (GS) 
Bausch,  Robert  S.  (GS) 

Bean.  H.  Richard  (FP.ANES) 
Bonhaus,  Ann  S.  (R) 

Dewing,  Stephen  B.  (R) 
Dixon,  Walter  G.  (ORS, 99) 
DuMais,  Alcid  F.  (GS) 

Dunst,  Jerome  (R) 

Edmond,  James  A.  (GS) 
Egan,  John  F.  (ORS) 
Elsemore,  Dexter  E.  (FP.GS) 
Frigault,  Emile  J.  (FP,R) 
Ganguli,  Adwaita  K.  (U) 
Gorayeb,  Eugene  (FP.GS) 
Halladjian,  Hagop  (PATFI) 
Hamilton,  Kenneth  G.  (GS) 
Handanos,  Vassilios  (PD) 
Harper,  Harry  L.  (CD) 
Hazelton,  Warren  C.  (FP) 
Hiebert.  Joelle  C.,  Jr.  (GS) 
Jackson,  Norman  M.  (CD) 

Li,  Tsung  H.  (FP) 

Makin.  John  B.,  Jr.  (OBG) 
Martin,  Joseph  E.  (FP) 

Moore.  Beryl  M.  (FP) 

Nangle,  Thomas  P.  (FP) 
Oestrich.  Alfred  (FP) 

Phillips,  David  L.  (GS) 

Rowe,  Linwood  M.  (R) 

Royal.  Albert  P.,  Jr.  (FP.GS) 
Rynne,  Michael  V.  (FP) 
Schnittke,  Sidney  M.  (FP.A) 
Sodhi,  Harbans  S.  (PATH) 
Tai,  Tse-Wu  (ANES) 

Young,  John  (FP) 


163  Main  St.,  Norway  04268 
17  Winter  St.,  Norway  04268 
121  Main  St.,  Norway  04268 
Box  6,  Norway  04268 
R.F.D.  No.  2,  Harrison  04040 
16  Deering  St.,  Norway  04268 
R#2.  Van  Mor  7A,  Louisville,  Ga.  30434 
Rumford  Com.  Hosp.,  Rumford  04276 
191  Lincoln  St.,  Rumford  04276 
810  Penobscot  St.,  Rumford  04276 
11  Main  St.,  Dixfield  04224 
Main  St.,  Dixfield  04224 
191  Lincoln  Ave.,  Rumford  04276 
82  Maine  Ave.,  Rumford  04276 
Rumford  Com.  Hosp.,  Rumford  04276 
163  Main  St.,  Norway  04268 
191  Lincoln  Ave.,  Rumford  04276 
17  Main  St.,  So.  Paris  04281 
2 E.  Main  St.,  So.  Paris  04281 
Box  148,  Norway  04268 
9 Franklin  St.,  Rumford  04276 
High  St.,  Buckfield  04220 
82  Maine  Ave.,  Rumford  04276 
35  Main  St.,  Mexico  04257 
High  St..  Oxford  04270 
West  Paris  04289 
25  Hartford  St.,  Rumford  04276 
191  Lincoln  Ave.,  Rumford  04276 
Rumford  Com.  Hosp..  Rumford  04276 
82  Maine  Ave.,  Rumford  04276 
2909  W.  Roscoe  St.,  Chicago,  III.  60618 
Porter  Ave.,  W.,  Rumford  04276 
Stephens  Mem.  Hosp.,  Norway  04268 
RFD  No.  1,  So.  Rumford  04276 
Paradise  Rd.,  Bethel  04217 


HONORARY 

Howard,  Henry  M.  (FP)  39  Sunrise  Ave.,  Greenfield,  Mass.  01301 

MacDougall,  James  A.  (FP,D)  303  Penobscot  St.,  Rumford  04276 

Nelson,  Chesley  W.  (FP)  8 Nevers  Ave.,  Norway  04268 


SENIOR 


Aucoin,  Peter  B.  (FP) 


151  Franklin  St.,  Rumford  04276 


PENOBSCOT  COUNTY 

President  — David  M.  Sensenig,  M.D. 
Secretary  — Philip  G.  Hunter,  M.D. 
Treasurer  — David  S.  Beebe,  M.D. 


ACTIVE 


Adams,  John  F.,  Jr.  (ORS) 
Adams,  Winford  C.  (FP) 

Andrews,  Robert  P.  (R) 
Archambault,  John  L.  (FP) 
Babcock,  Edward  B.  (IM) 
Ballesteros,  Ernesto  G.  (NS) 
Barrett,  Robert  J.,  Jr.  (A,D) 
Beebe.  David  S.  (U) 

Belleau,  Thomas  (P,CP) 

Bjorn,  John  C.  (FP) 

Blackwell,  William  M.  (R) 
Blaisdell,  William  B.  (OPH.OTO) 
Boone,  Alan  W.  (IM) 

Bouton,  Dale  C.  (ORS) 

Bragg,  Franklin  E.,  II  (IM) 

Brown,  Eugene  E.  (A,D) 

Brown,  Lloyd  (GS,TS) 

Brown,  Robert  H.  (ORS) 

Burdick,  Robert  L.  (R) 

Burger,  Charles  S.  (FP) 

Burke,  Paul  W.  (FP) 

Butterfield,  Wilfred  I.  (FP) 
Chapman,  Frank  C.  (PATH) 
Chase,  George  O.  (PATH) 
Chason,  Sidney  (OBG) 

Clark,  William  E.,  Jr.  (OPH) 


263  State  St.,  Bangor  04401 
14  Starlight  Dr.,  Brewer  04412 
489  State  St.,  Bangor  04401 
31  Sunset  Strip,  Brewer  04412 
431  State  St.,  Bangor  04401 
292  Hammond  St.,  Bangor  04401 
Box  1066,  Bangor  04401 
263  State  St.,  Bangor  04401 
43  Illinois  Ave.,  Bangor  04401 
Hampden  Highlands  04445 
Millinocket  Com.  Hosp.,  Millinocket  04462 
209  State  St.,  Bangor  04401 
263  State  St.,  Bangor  04401 
157B  Broadway,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
57  Summit  Ave.,  Bangor  04401 
186  State  St.,  Bangor  04401 
MRC,  Box  45,  Bangor  04401 
171  Washington  St.,  Brewer  04412 
Hampden  Highlands  04445 
5 High  St.,  Newport  04953 
1 19  Main  St.,  Lincoln  04457 
200  Somerset  St.,  Millinocket  04462 
297  Center  St.,  Bangor  04401 
128  Broadway,  Bangor  04401 
263  State  St.,  Bangor  04401 


Clement,  James  D.,  Jr.  (GS) 

Clough,  Dexter  J.,  2nd  (OPH) 

Clough,  Herbert  T.  (AM) 

Coon,  Robert  W.  (PATH) 

Conrad,  James  K.  (IM.CD) 

Coulton,  Donald  (OBG, 99) 

Cross,  Harold  D.  (FP) 

Main  Rd.  & Summer  St.,  Hampden  Highlands  04445 


77  Essex  St.,  Bangor  04401 
224  State  St.,  Bangor  04401 
R.F.D.  No.  1,  Box  132,  Orrington  04474 
107  Maine  Ave..  Bangor  04401 
263  State  St.,  Bangor  04401 
326  State  St.,  Bangor  04401 


Curran,  Edward  L.  (GS) 

Curtis,  James  R.  (ORS) 

Cutler,  Lawrence  M.  (IM) 

Dahl,  Bemhoff  A.  (PATH) 

David,  Edward  (N) 

Davis,  Richard  G.  (D) 

Dietrich,  Mary  M.  (IM.PD) 

Dixon,  Charles  E.  (GS) 

Duffey,  Richard  V.  (ORS) 

Emery,  Frederick  C.  (PD) 

Emmett,  Peter  A.  (EMER.MED.) 
Evans,  Stanley  J.  (IM) 

Eyerer.  Rudolf  E.  (PATH) 

Feeley,  J.  Robert  (U) 

Fergus,  Andrew  (P.N) 

Field,  Richard  L.  (FP) 

Files,  George  E.  (U) 

Gaillard,  Richard  A.  (OTO) 

Gilman,  Herbert  C.  (FP) 

Graves,  Robert  A.  (FP) 

Guaraldo,  Joseph  (ANES) 

Hall,  Walter  L.  H.  (FP.GS) 

Hamlin,  Irvin  E.  (FP) 

Hill,  Allison  K.  (GS) 

Holzwarth,  Hans  A.  (IM) 

Houlihan,  John  S.  (IM) 

Hudson,  Mary  H.  H.  (IM) 

Hughes,  Edward  J.,  Jr.  (PD) 

Hunter,  Philip  G.  (GE) 

Irwin,  Carl  W.  (NS) 

Jillson,  Otis  F.  (D,A) 

Jurgeleit,  Herbert  C.  (CRS) 
Kawamura,  Takeo  (P.A.)-(P) 

Kellogg,  Robert  O.  (IM) 

Kimball,  Philip  R.  (ORS) 

Kittredge,  Francis  I.  (N) 

Kurland,  Anthony  M.  (ANES) 
Leonidas,  Leonardo  (PD) 

Lynch,  Charles  T. , Jr.  (R) 

Manter,  Wilbur  B.  (CD) 

Mason,  Peter  H.  (GS) 

Maunz,  Don  L.  (GS) 

McEvoy,  Charles  D.,  Jr.  (GS.TS) 
McGinn,  John  F.  (ORS) 

McLean,  Preston  A.  (OBG) 

Meltzer,  Jack  N.  (IM.CD) 
Memmelaar,  Joseph  E.  (U) 

Merriam,  Thornton  W. , Jr.  (IM) 

Metz,  Gerald  A.  (OPH) 

Metzger,  Donald  G.  (S) 

Miragliuolo,  Leonard  G.  (GS) 
Mossman,  Philip  (PMR) 

Moulton,  Gardner  N.  (OPH) 

Munce,  Richard  T.  (GS) 

Nesin,  Bourcard  (FP) 

Netland,  Anders  T.  (OBG) 
O’Callaghan,  Terence  (PATH) 

Ocana,  Emilio  (FP) 

O'Kane.  Francis  R.  (FP,  ANES) 
Ordway,  John  A.  (P) 

Osier,  Jay  K.  (OPH) 

Pai,  Pundalik  P.  (IM) 

Palmer,  Thomas  H.,  Jr.  (GS) 

Parrot,  Hadley  (IM) 

Pasternak,  Irwin  M.  (P) 

Patch,  Richard  A.  (IM.NEPH) 

Patten,  Roy  S.  (IM) 

Pearson,  John  J.  (FP) 

Phillips,  Lewis  E.  (IM) 

Porter,  Edward  C.  (R) 

Purinton,  William  A.  (OBG) 

Radcliffe,  Russell  V.  (R) 

Rosenberg,  Robert  P.  (EMER.  MED.) 
Schroder,  John  C.  (P.A.)-(OTO) 
Sensenig,  David  M.  (GS,TS) 

Sewall,  Elmer  M.  (FP) 

Shapero,  Benjamin  L.  (PD) 

Shubert,  Alice  J.  (OBG) 

Shubert,  William  M.  (OBG) 


209  State  St.,  Bangor  04401 
109  State  St.,  Bangor  04401 
31  Grove  St.,  Bangor  04401 
Eastern  Maine  Med.  Ctr.,  Bangor  04401 
109  State  St.,  Bangor  04401 
1 Kenduskeag  Plaza,  Bangor  04401 
Box  93,  Orrington  04474 
50  Penobscot  St.,  Bangor  04401 
57  Washington  St.,  Bangor  04401 
242  Cedar  St.,  Bangor  04401 
489  State  St.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
489  State, St.,  Bangor  04401 
438  Garland  St.,  Bangor  04401 
122  Harthom  Ave.,  Bangor  04401 
489  State  St.,  Bangor  04401 
263  State  St.,  Bangor  04401 
276  State  St.,  Bangor  04401 
200  Spruce  St.,  Millinocket  04462 
Sunset  Drive,  Orono  04473 
1 Fern  St.,  Bangor  04401 
130  Middle  St.,  Old  Town  04468 
Main  St.,  E.  Millinocket  04430 
431  State  St.,  Bangor  04401 
336  Ml.  Hope  Ave.,  Bangor  04401 
209  State  St.,  Bangor  04401 
1 10  Spring  St.,  Dexter  04930 
336  Mt.  Hope  Ave.,  Bangor  04401 
263  State  St.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
Box  701,  Bangor  04401 
1 16  Webster  Ave.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
222  Kenduskeag  Ave.,  Bangor  04401 
263  State  St.,  Bangor  04401 
109  State  St.,  Bangor  04401 
St.  Joseph  Hosp.,  Bangor  04401 
263  State  St.,  Bangor  04401 
489  State  St.,  Bangor  04401 
1 Fern  St.,  Bangor  04401 
Millinocket  Com.  Hosp.,  Millinocket  04462 
186  State  St.,  Bangor  04401 
186  State  St.,  Bangor  04401 
205  French  St.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
128  Broadway,  Bangor  04401 
431  State  St.,  Bangor  04401 
431  State  St.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
200  Spruce  St.,  Bangor  04401 
10  Maple  St.,  Bangor  04401 
489  State  St.,  Bangor  04401 
5 Grove  St.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
21  Penobscot  Ave.,  Howland  04448 
431  State  St.,  Bangor  04401 
St.  Joseph  Hosp.,  Bangor  04401 
18  Lee  St.,  Lincoln  04457 
200  Spruce  St.,  Millinocket  04462 
R.F.D.  No.  4,  Box  53,  Bangor  04401 
74  Birch  St.,  Bangor  04401 
200  Somerset  St.,  Millinocket  04462 
431  State  St.,  Bangor  04401 
431  State  St.,  Bangor  04401 
230  French  St.,  Bangor  04401 
489  State  St.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
100  S.  Main  St.,  Old  Town  04468 
336  Mt.  Hope  Ave.,  Bangor  04401 
489  State  St.,  Bangor  04401 
St.  Joseph  Hosp.,  Bangor  04401 
297  Center  St.,  Bangor  04401 
129  Randolph  St.,  Bangor  04401 
205  French  St.,  Bangor  04401 
431  State  St.,  Bangor  04401 
14  Park  St.,  Orono  04473 
431  State  St.,  Bangor  04401 
125  Leighton  St.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
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Shurman,  Hans  (FP) 

Smith,  Arthur  M.  (IM) 

Smith,  Hugh  A.  (R) 

Striar,  Ronald  R.  (PD) 

Strout,  Warren  G.  (ANES) 
Taylor,  H.  Lewis  (FP) 

Thomas,  Philip  B.  (ANES) 
Trowbridge,  Mason,  Jr.  (LM) 
Tyson,  Dudley  B.  (ANES) 
Vickers,  Martyn  A.  (A,D) 
Vincze,  Imre  E.  (FP) 

Vydas,  Joseph  (FP) 

Wadsworth,  Richard  C.  (PATH) 
Wagner,  Samuel  L.  (FP) 

Watt,  Thomas  L.  (D) 

Weisz,  Hans  (FP) 

Wilson,  William  S.  (C) 

Wise,  Joe  R.,  Jr.  (C) 

Wood,  George  W.,  Ill  (IM.PUD) 
Woodcock,  John  A.  (ORS) 
Zorick,  Frank  J.  (P) 


10  Spring  St.,  Dexter  04930 
489  State  St.,  Bangor  04401 
Eastern  Maine  Med.  Ctr.,  Bangor  04401 
94  Essex  St.,  Bangor  04401 
I Fern  St.,  Bangor  04401 
33  Church  St.,  Dexter  04930 
1 Fern  St.,  Bangor  04401 
77  Broadway,  Bangor  04401 
91  Grove  St.,  Bangor  04401 
268  State  St.,  Bangor  04401 
336  Mt.  Hope  Ave.,  Bangor  04401 
Bangor  State  Hosp.,  Bangor  04401 
489  State  St.,  Bangor  04401 
2 Holmes  St.,  Winterport  04496 
316  State  St.,  Bangor  04401 
17  Sunrise  Ter.,  Orono  04473 
263  State  St.,  Bangor  04401 
1 Fern  St.,  Bangor  04401 
263  State  St.,  Bangor  04401 
109  State  St.,  Bangor  04401 
489  State  St.,  Bangor  04401 


HONORARY 

Devan,  Thomas  A.  (00)  Palm  Shores  West,  Apt.  G-8, 

830  North  Shore  Dr.,  St.  Petersburg,  Fla.  33701 
Emerson,  W.  Merritt  (FP.CD)  131  State  St.,  Bangor  04401 


SENIOR 

Adams,  Asa  C.  (GS)  99  Forest  Ave.,  Orono  04473 

Blaisdell,  Carl  E.  (U)  336  Mt.  Hope  Ave.,  Bangor  04401 

McQuoid,  Robert  M.  (OTO.OPH)  39  Columbia  St.,  Bangor  04401 


PISCATAQUIS  COUNTY 

President  — Isaac  Nelson,  M.D. 
Secretary-Treasurer  — Robert  C.  Cornell,  M.D. 


ACTIVE 


Bradbury,  Francis  W.  (FP) 
Cornell,  Robert  C.  (ORS) 
Curtis,  John  B.  (FP) 
Garcia-Rey,  Felix  M.  (FP) 
Howard,  George  C.  (FP) 
Lightbody,  Charles  H.  (FP) 
Nielsen,  Odd  S.  (AM, 99) 
Rodriguez,  Araminta  M.  (FP) 
Stitham,  Linus  J.  (FP.OBG) 
Stone,  Charles  H.,  Ill  (GS) 


16  E.  Main  St.,  Dover-Foxcroft  04426 
Box  518,  Greenville  04441 
10  High  St.,  Milo  04463 
Milo  04463 
Oak  St.,  Guilford  04443 
No.  Main  St.,  Guilford  04443 
Box  1301,  Bangor  04401 
Milo  04463 

50  Main  St.,  Dover-Foxcroft  04426 
Box  498,  Greenville  04441 


HONORARY 


Bundy,  Harvey  C.  (00) 
Nickerson,  Norman  H.  (FP) 
Stanhope,  Charles  N.  (00) 
Wyman,  Edwin  T.  (00) 


1375  Forest  Ave.,  Apt.  E-5,  Portland  04103 
Greenville  04441 
South  St.,  Dover-Foxcroft  04426 
Harvard  Club  of  Boston, 
374  Commonwealth  Ave.,  Boston,  Mass.  02215 


Nelson,  Isaac  (FP) 


SENIOR 

Box  506,  Greenville  04441 


SOMERSET  COUNTY 

President  — Robert  W.  Kaschub,  M.D. 
Secretary-Treasurer  — John  H.  Steeves,  M.D. 


ACTIVE 


Amrein,  H.  Carl  (FP,GS) 
Davidson,  Robert  E.  (P) 

Dow,  John  P.  (FP) 

Fichthom,  Joseph  L.  (PATH) 
Hoch,  Gretl  J.  (FP) 

Homstein,  Louis  S.  (FP) 

Jervey,  Allen  J.  (IM) 

Jordan,  W.  Edward,  Jr.  (GS) 
Kaschub,  Robert  W.  (IM) 
Kemezys,  Kestutis  M.  (FP.ANES) 
Koopal,  Soleiman  (OBG) 

Lancy,  Richard  P.  (IM) 

Nicholson,  Robert  H.  (OPH) 
Nielson,  Ivcr  (GS.VS) 

Smith,  Edgar  J.  (FP) 

Steeves,  John  H.  (R) 

Stein,  Ernest  W.  (FP) 


29  Weston  Ave.,  Madison 
Redington-Fairview  Hosp.,  Skowhegan 
Grove  Hill,  Pittsfield 
RFD  # 1 , Farmington 
Phillips 

220  Water  St.,  Skowhegan 
Fairview  Ave.,  Skowhegan 
Box  218,  Skowhegan 
R.F.D.  No.  3,  Skowhegan 
25  Garfield  St.,  Madison 
Fairview  Ave.,  Skowhegan 
P.O.  Box  600,  Skowhegan 
Skowhegan  Prof.  Bldg.,  Skowhegan 
135  Main  St.,  Skowhegan 
I Park  St.,  Fairfield 
Rt.  3,  Skowhegan 
72  Main  St..  Pittsfield 


04950 

04976 

04967 

04938 

04966 
04976 
04976 
04976 
04976 
04950 
04976 
04976 
04976 
04976 
04937 
04976 

04967 


Strickland,  Marian  L.  (FP) 

Sullivan,  George  E.  (ANES) 

Swett,  Carlton  E.  (GS) 

Sy,  Vincente  L.  (FP,U) 

Taylor,  Richard  C.  (PATH) 

Redington-Fairview  Gen.  Hosp.,  Skowhegan 
Torres,  Rudolfo  B.  (PD)  Redington-Fairview  Hosp.,  Skowhegan 
Turner,  Harland  G.  (FP.ANES)  Box  38,  Norridgewock 


Easy  St.,  Canaan 
Seton  Hospital,  Waterville 
P.O.  Box  507,  Skowhegan 
Milford  Ave.,  Bingham 


HONORARY 

Lord,  Maurice  E.  (00)  Box  537,  Lake  Placid,  Fla. 

Philbrick,  Maurice  S.  (00) 

3349  N.W.  32nd  Crt.,  Fort  Lauderdale,  Fla. 


SENIOR 


Briggs,  Paul  R.  (GS) 


Reed,  Howard  (GS) 


Hartland 


AFFILIATE 

235  Madison  Ave.,  Skowhegan 


04924 

04901 

04976 

04920 

04976 

04976 

04957 


33852 

33309 


04943 


04976 


WALDO  COUNTY 

President  — John  A.  Caswell,  M.D. 
Secretary-Treasurer  — Sheldon  Brotman,  M.D. 


ACTIVE 


Brotman,  Sheldon  (FP,GS) 
Caswell.  John  A.  (FP,GS) 
Childs,  Theron  C.  (IM) 

Gay,  Andrew  J.  (OPH) 
Hanbury,  Euclid  M.,  Jr.  (GS) 
Jollie,  Peter  M.  (FP.OBG) 
Knuuti,  Harold  E.  (IM) 

Smith,  Joseph  A.  (R) 

Webber,  John  R.  (FP) 

Cobb  Medical  Bldg.,  Belfast  04915 
16  Waldo  Ave.,  Belfast  04915 
Cobb  Medical  Bldg.,  Belfast  04915 
Little  River  House,  Belfast  04915 
Medical  Bldg.,  Belfast  04915 
Fahey  St.,  Belfast  04915 
Medical  Bldg.,  Belfast  04915 
High  St.,  Camden  04843 
6 Northport  Ave.,  Belfast  04915 

HONORARY 

Small,  Foster  C.  (FP) 

169  High  St.,  Belfast  04915 

SENIOR 

Cobb,  Norman  E.  (FP.GS) 
Torrey,  Raymond  L.  (FP) 

Medical  Bldg.,  Belfast  04915 
R.F.D.  No.  1,  Belfast  04915 

AFFILIATE 

Temple,  George  L.  (GS.ORS) 

Fahey  St.,  Belfast  04915 

WASHINGTON  COUNTY 

President  — George  B.  Shaw,  M.D. 
Secretary-Treasurer  — Karl  V.  Larson,  M.D. 

ACTIVE 


Aselton,  Carl  K.,  Jr.  (FP) 
Bates,  James  C.  (FP) 

Battista,  Mark  E.  (FP) 
Chinichian,  Ali  (R) 

Collins,  Arthur  C.  (P) 

French,  Rowland  B.  (FP.GS) 
Hui,  Peter  Kim-Ming  (FP) 
Jacob,  Donald  R.  (FP) 
Kazutow,  John  (GPM) 

Larson,  Karl  V.  (FP) 

MacBride,  Robert  G.  (FP) 
Markus,  Ivan  P.  (R) 

Mason,  Sabry  E.  (P.A.)  (FP) 
Minihan,  Patrick  T.  (FP) 
Mitchell,  Hazen  C.  (FP.GS) 
Murtaugh,  John  F.  (S) 

Nackley,  George  N.  (FP.GS) 
Robertson,  Donald  M.  (FP.GS) 
Ryan,  Rodney  P.  (FP) 

Sears,  Harold  G.  (FP.OM) 
Shaw,  George  B.  (FP) 

Stone,  Bryan  (FP.A) 

Stott,  Nelson  W.  (FP) 


Box  188,  Milbridge  04658 
Eastport  0463 1 
Regional  Medical  Ctr.,  Lubec  04652 
Calais  Regional  Hosp.,  Calais  04619 
P.O.  Box  122,  E.  Machias  04630 
16  Water  St.,  Eastport  04631 
Box  39,  Lubec  04652 
Princeton  04668 
Box  1 13,  Columbia  Falls  04623 
E.  Machias  04630 
25  Washington  St.,  Lubec  04652 
Down  East  Com.  Hosp.,  Machias  04654 
108  Elm  St.,  Camden  04843 
Naval  Rad.  Sta.,  E.  Machias  04630 
Calais  04619 
7 Palmer  St.,  Ext.,  Calais  04619 
1 School  St.,  Machias  04654 
Box  188,  Milbridge  04658 
Second  Ave.,  Woodland  04694 
Second  Ave..  Woodland  04694 
27  Broadway.  Machias  04654 
21  Church  St..  Calais  04619 
Advocate  Harbor.  Nova  Scotia  BOM  1AO 


Bcnnet,  DaCosta  F.  (FP) 
Mundie,  Perley  J.  (OTO) 


HONORARY 

4 Main  St.,  Lubec  04652 
32  North  St.,  Calais  04619 
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AFFILIATE 


Kiel,  Joseph  B.  (P) 


Columbia  Falls  04623 


YORK  COUNTY 

President  — Carl  E.  Richards,  M.D. 
Secretary-Treasurer  — Melvin  Bacon,  M.D. 

ACTIVE 


Anton,  Thomas  (IM) 

Bacon,  Melvin  (IM) 

Begenau,  Vernon  G,  (ANES) 
Belliveau,  Donald  G.  (ORS) 
Belmont.  Ralph  S.  (FP) 

Berger,  Steven  (P) 

Buell,  William  O.  (OBG) 
Charest,  Leandre  R.  (GS) 

Cote,  Robert  P.  (IM) 
Derboven,  Paul  H.  (FP) 
Dorfman,  Irvin  (PATH) 

Dow,  Owen  O.  (GS) 

Dow,  Richard  W.  (GS) 
Downing,  J.  Robert  (FP) 
Drummond,  S.  Dunton  (FP) 
Endicott,  Ruth  E.  (FP) 

Festino,  Michael  J.  (IM) 
Ficker,  Robert  F.  (FP) 

Fortier,  Andre  P.  (FP.OBG) 
Haas,  Carl  M.  (OBG) 

Hackett,  Laurier  E.  (FP) 

Haq,  Badi  M.  (PATH) 
Hazzard,  Lawrence  R.  (ANES) 
Hickey,  Vincent  J.  (GS) 

Hill.  Paul  S..  Jr.  (FP.GS) 
Hoffman,  Alvin  A.  (FP) 
Hopkins,  Herbert  J.  (FP.A) 
Houle,  Marcel  P.  (FP.GS) 

Iyer,  Ramanath  (GS.TS.VS) 
Johnston,  James  S.  (FP.GS) 
LaFond,  Robert  S.  (IM) 

Laltoo.  Joseph  M.  (GS) 
Lapirow,  Harry  (IM) 

Leigh,  Kenneth  E.  (R) 

Leonard,  John  H.  (R) 

Lincourt,  Armand  S.  (FP) 


5 Graham  St.,  Biddeford 
27  June  St.,  Sanford 
Post  Rd..  Wells 
Box  664,  Biddeford 
285Vi  Main  St.,  Sanford 
Station  B.  Poughkeepsie.  N.Y. 
22  Jefferson  St.,  Box  736,  Biddeford 
314  Alfred  St.,  Biddeford 
10  Winter  St.,  Sanford 
120  Main  St.,  Sanford 
Goodall  Hosp.,  Sanford 
Box  388,  Longwood  Dr.,  Kennebunk 
Box  377,  York 
1 1 Partridge  Lane,  Kennebunk 
Bar  Mills 

Grasshopper  Lane,  Ogunquit 
258  Main  St.,  Saco 
Maine  St.,  Kennebunkport 
68  Foss  St.,  Biddeford 
357  Elm  St..  Biddeford 
17  West  Elm  St.,  Sanford 
Webber  Hosp.,  Biddeford 
Cider  Hill  Rd.,  York 
42  Bacon  St.,  Biddeford 
323  Main  St.,  Saco 
Box  38,  York 
24  Portland  Ave.,  Old  Orchard  Beach 
200  Alfred  St.,  Biddeford 
170  Graham  St.,  Biddeford 
258  Main  St.,  Saco 
258  Main  St.,  Saco 
Box  199,  Rt.  1,  Raiford,  Fla. 
99  Main  St.,  Kennebunk 
Brixham  Rd.,  York 
South  Side  Rd.,  York 
122  Main  St.,  Sanford 
27  June  St.,  Sanford 


Lord,  George  A.  (GS) 

Magaudda,  Michael  M.  P.  (FP.GS) 

39  Old  Orchard  St.,  Old  Orchard  Beach 


04005 

04073 

04090 

04005 

04073 

12602 

04005 

04005 

04073 

04073 

04073 

04043 

03909 

04043 

04004 
03907 

04072 
04046 

04005 
04005 

04073 
04005 
03909 
04005 
04072 
03909 
04064 
04005 
04005 
04072 

04072 
32082 
04043 
03909 
03909 

04073 
04073 

04064 


Magocsi,  Alexander  W.  (FP) 
McCall,  Ronald  E.  (IM) 

Moore,  Conner  M.  (PD) 

Moulton,  Marion  K.  (FP) 
Mulvihill,  John  G.  (IM) 
Nieuwkerk,  Willem  F.  (P) 
O’Sullivan,  William  B.  (FP.OBG) 
Page,  Lyman  A.  (PD) 

Patane,  Joseph  M.  (FP.GS) 

Perry,  Richard  L.  (R) 

Peterlein,  Walter  R.,  Jr.  (FP) 
Rainforth,  Douglas  W.  (GS) 
Richards,  Carl  E.  (FP) 

Robert,  Roger  J.  P.  (ORS) 

Ross,  Maurice  (PD) 

Scott,  Arthur  M.,  Jr.  (IM.CD) 
Shaw,  G.  Patrick  (OBG) 

Smith,  Oney  P.  (FP) 

Stover,  John  H.  (HOSP  CMDR) 
Stuart,  James  H.  (GS) 

Taylor,  Paul  E.  (FP) 

Turville,  Charles  S.  (ANES) 
Vachon,  Robert  D.  (FP) 

Viger,  Leopold  A.  (IM.CD) 
Vigue,  Robert  W.  (OPH) 


York  03909 
10  Winter  St.,  Sanford  04073 
372  Main  St.,  Saco  04072 
W.  Newfield  04095 
9 Academy  St.,  South  Berwick  03908 
Box  424,  Kennebunkport  04046 
Box  645,  Biddeford  04005 
372  Main  St.,  Saco  04072 
256  Alfred  St.,  Biddeford  04005 
47  N.  High  St.,  Bridgton  04009 
75  Main  St.,  Springvale  04083 
27  June  St.,  Sanford  04073 
27  June  St.,  Sanford  04073 
P.O.  Box  664,  Biddeford  04005 
372  Main  St.,  Saco  04072 
37  Amherst  St.,  Biddeford  04005 
275  Main  St.,  Biddeford  04005 
Post  Road,  Wells  04090 
201  Whipple  St.,  Kittery  03904 
12  Hospital  Dr.,  York  03909 
9 Wentworth  St.,  Kittery  03904 
Box  187,  Alfred  04002 
27  June  St.,  Sanford  04073 
10  Amherst  St.,  Biddeford  04005 
122  Main  St.,  Sanford  04073 


HONORARY 

Bunker,  Willard  H.  (FP)  York  Harbor  0391 1 

Kinghom,  Charles  W.  (FP.OTO)  4 Wentworth  St.,  Kittery  03904 

Sandvoss,  Herman  G.  (OM)  Union  St.,  Kennebunkport  04046 

Stevens,  Harold  W.  (00)  369  Ferry  Rd.,  Saco  04072 


Murphy,  John  J.  (IM) 
Roussin,  William  T.  (FP,CD) 


SENIOR 

84  Portland  St.,  So.  Berwick  03908 
48  Bacon  St.,  Biddeford  04005 


SERVICE 

Eisberg,  Harry  B.  (ORS)  Capt.  MC.USN,  2838  Hogan  Court, 

Falls  Church,  Va.  22043 

Jellerson,  Leon  R.  (GPM)  U.S.C.G.  Base  Kodiak, 

Box  14,  FPO,  Seattle,  Wash.  98790 


AFFILIATE 

Cuneo,  Kenneth  J.  (ANES)  31  Summer  St.,  Kennebunk  04043 

Smith,  Gerald  R.  (FP)  Box  237,  Naples  04055 
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An  Alphabetical  List  of  the  Members  of  the  Maine  Medical  Association 

The  figures  in  parentheses  refer  to  County  Societies  as  follows:  (1)  Androscoggin,  (2)  Aroostook,  (3)  Cumberland,  (4)  Franklin,  (5)  Hancock,  (6)  Kennebec, 
(7)  Knox,  (8)  Lincoln-Sagadahoc,  (9)  Oxford,  (10)  Penobscot,  (11)  Piscataquis,  (12)  Somerset,  (13)  Waldo,  (14)  Washington,  (15)  York. 


Abourjaily,  Georges  S.,  Ill  Wescott  Rd.,  South  Portland  04106  (3) 

Adams,  Asa  C.,  99  Forest  Ave.,  Orono  04473  (10) 

Adams,  David  L.,  131  Chadwick  St.,  Portland  04102  (3) 

Adams,  John  F.,  Jr.,  263  State  St.,  Bangor  04401  (10) 

Adams,  Marvin  C.,  52  Gilman  St.,  Portland  04102  (3) 

Adams,  Winford  C.,  14  Starlight  Dr.,  Brewer  04412  (10) 

Agan,  Robert  W.,  144  State  St.,  Portland  04101  (3) 

Akar,  Hamdi,  37  Oak  St.,  Bath  04530  (8) 

Akerberg,  Ake,  487  Main  St.,  Lewiston  04240  (1) 

Albert,  Rodrigue  J.,  9 Pleasant  St.,  Fort  Kent  04743  (2) 

Alilin,  Eleuterio  S.,  Box  13,  Fayette  04344  (4) 

Allen,  Donald  E.,  25  Bramhall  St.,  Portland  04102  (3) 

Allison,  Horace  R.,  Jr.,  Box  190,  Presque  Isle  04769  (2) 

Amfilo,  Basil,  626  Main  St.,  Lewiston  04240  (1) 

Amrein,  H.  Carl,  29  Weston  Ave.,  Madison  04950  (12) 

Andalkar,  Ratnakar  R.,  163  Main  St.,  Norway  04268  (9) 

Anderson,  Donald  L.,  369  Main  St.,  Lewiston  04240  (1) 

Anderson,  Dorothy,  369  Main  St.,  Lewiston  04240  (1) 

Anderson,  John  B.,  Dudley  Coe  Inf.,  Bowdoin  College,  Brunswick  04011  (3) 
Anderson,  Larry  G.,  180  Park  Ave.,  Portland  04102  (3) 

Anderson,  Richard  A.,  131  Chadwick  St.,  Portland  04102  (3) 

Andrews,  Anneliese  M.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Andrews,  John  F.,  67  Oak  St.,  Boothbay  Harbor  04538  (8) 

Andrews,  Robert  P.,  489  State  St.,  Bangor  04401  (10) 

Ansell,  Harvey  B.,  39  Deering  St.,  Portland  04101  (3) 

Anton,  Thomas,  5 Graham  St.,  Biddeford  04005  (15) 

Apollonio,  Howard  L.,  Box  34,  Rockport  04856  (7) 

Applin,  Hilton  H.,  6 Cumberland  St.,  Brunswick  04011  (3) 

Aranson,  Albert,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Archambault,  John  L.,  31  Sunset  Strip,  Brewer  04412  (10) 

Archambault,  Philip  L.,  10  High  St.,  Lewiston  04240  (1) 

Armstrong,  Paul  E.,  25  Park  St.,  Madison  04950  (4) 

Asali,  Louis  A.,  29  Deering  St.,  Portland  04101  (3) 

Aselton,  Carl  K.,  Jr.,  Box  188,  Milbridge  04658  (14) 

Ashby,  Thomas  M.,  Box  548,  Pearl  St.  Sta.,  Portland  041 12  (3) 

Ashley,  Alta,  Box  87,  Monhegan  Island  04852  (7) 

Aslam,  Padiath  A.,  89  Hospital  St.,  Augusta  04330  (6) 

Atallah,  Antoine  A.,  325  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 

Atlee,  William  E.,  Jr.,  221  Eastern  Ave.,  Augusta  04330  (6) 

Aucoin,  Peter  B.,  151  Franklin  St.,  Rumford  04276  (9) 

Augur,  Newell  A.,  Jr.,  175  Vaughan  St.,  Portland  04102  (3) 

Aungst,  Melvin  R.,  112  W.  Main  St.,  Fort  Kent  04743  (2) 

Austin,  William  H.,  Westcott  Med.  Bldg.,  Ill  Westcott  Rd., 

South  Portland  04106  (3) 

Avantaggio,  Frank  O.,  Jr.,  Bristol  Rd.,  Damariscotta  04543  (8) 

Babcock,  Edward  B.,  431  State  St.,  Bangor  04401  (10) 

Bachrach,  Louis,  65  Baribeau  Dr.,  Brunswick  0401 1 (8) 

Bachulus,  John  M.,  3 Breckan  Rd.,  Brunswick  04011  (8) 

Bacon,  Melvin,  27  June  St.,  Sanford  04073  (15) 

Baldini,  Elio,  22  Bramhall  St.,  Portland  04102  (3) 

Baldwin,  Warren  C.,  7 Bramhall  St.,  Portland  04102  (3) 

Ballesteros,  Ernesto  G.,  292  Hammond  St.,  Bangor  04401  (10) 

Barnard,  John  M.  H.,  Doctors  Park,  89  Hosp.  St.,  Augusta  04330  (6) 

Barnes,  Kirk  K.,  Baribeau  Dr.,  Brunswick  04011  (3) 

Bamum,  William  J.,  22  White  St.,  Rockland  04841  (7) 

Barrett,  Robert  J.,  Jr.,  Box  1066,  Bangor  04401  (10) 

Barron,  Martin  A.,  Jr.,  18  Lyndon  Lane,  Cape  Elizabeth  04107  (3) 

Barron,  Richard  E.,  Western  Ave.,  Winthrop  04364  (6) 

Bates,  James  C.,  Eastport  04631  (14) 

Batoosingh,  Edward,  47  Hardy  St.,  Presque  Isle  04769  (2) 

Battista,  Mark  E.,  Regional  Medical  Ctr.,  Lubec  04652  (14) 

Bausch,  Robert  S.,  17  Winter  St.,  Norway  04268  (9) 

Bean,  Achsa  M.,  Star  Route  32,  Owl’s  Head  04854  (7) 

Bean,  H.  Richard,  121  Main  St.,  Norway  04268  (9) 

Beckerman,  Stanley  C.,  175  Silver  St.,  Waterville  04901  (6) 

Beeaker,  Vincent  H.,  85  Wood  St.,  Lewiston  04240  (1) 

Beebe,  David  S.,  263  State  St.,  Bangor  04401  (10) 

Beegel,  Paul  M.,  10  High  St.,  Lewiston  04240  (1) 

Begenau,  Vernon  G.,  Post  Rd.,  Wells  04090  (15) 

Beliveau,  Bertrand  A.,  6 Sutton  Place,  Lewiston  04240  (1) 

Belknap,  Samuel  L.,  Damariscotta  04543  (8) 

Belleau,  Thomas,  43  Illinois  Ave.,  Bangor  04401  (10) 

Bellivcau,  Donald  G.,  Box  664,  Biddeford  04005  (15) 

Belmont,  Ralph  S.,  285‘/2  Main  St.,  Sanford  04073  (15) 

Bennert,  Harry  W.,  Jr.,  7 Bramhall  St.,  Portland  04102  (3) 

Bennet,  DaCosta  F.,  4 Main  St.,  Lubec  04652  (14) 

Bcnnet,  Eben  T.,  49  Deering  St.,  Portland  04101  (3) 

Bennett,  Ralph  G.,  Jr.,  325B  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 
Bensen,  Pamela  P.,  St.  Mary’s  Gen.  Hosp.,  Lewiston  04240  (1) 

Berger,  Steven,  Station  B,  Poughkeepsie,  N.  Y.  12602  (15) 


Berkovich,  Sumner,  229  Vaughan  St.,  Portland  04102  (3) 

Bettle,  Ronald  A.,  Rte.  517,  Panther  Valley  Mall,  Hackettstown,  N.J.  07840  (3) 
Betts,  Anthony,  Thayer  Hospital,  Waterville  04901  (6) 

Bhatnagar,  Hemendra  N.,  67  Silver  St.,  Waterville  04901  (6) 

Bhattacharjya,  Ajoy,  144  State  St.,  Portland  04101  (3) 

Bidwell,  Robinson  L.,  31  Bramhall  St.,  Portland  04102  (3) 

Binette,  Germain  A.,  Webber  Hosp.,  Biddeford  04005  (3) 

Bischoffberger,  John  M.,  Naples  04055  (3) 

Bittermann,  Donald  E.,  R.R.  #3,  Berry  Rd.,  Gorham  04038  (3) 

Bjorn,  John  C.,  Hampden  Highlands  04445  (10) 

Blackburn,  Nelson  P.,  Bath  Memorial  Hosp.,  Bath  04530  (8) 

Blackwell,  William  M.,  Millinocket  Com.  Hosp.,  Millinocket  04462  (10) 
Blaisdell,  Carl  E.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Blaisdell,  Elton  R.,  233  Vaughan  St.,  Portland  04102  (3) 

Blaisdell,  William  B.,  209  State  St.,  Bangor  04401  (10) 

Bliss,  Harry  A.,  39  Deering  St.,  Portland  04101  (3) 

Blumberg,  Edward,  6316  Strickland  Ave.,  Brooklyn,  N.  Y.  11234  (3) 
Blumenstein,  Harold  L.,  Hill  House,  Cutler  Lane,  Farmington  04938  (4) 

Bolduc,  Jean  L.,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Bonhaus,  Ann  S.,  Box  6,  Norway  04268  (9) 

Bonney;  James  H.,  53  Chadwick  St.,  Portland  04102  (3) 

Boone,  Alan  W.,  263  State  St.,  Bangor  04401  (10) 

Boone,  Storer  W.,  54  Third  Ave.,  Presque  Isle  04769  (2) 

Bostwick,  George  W.,  Box  388,  Newcastle  04553  (8) 

Bourassa,  Harvey  J.,  47  Elm  St.,  Waterville  04901  (6) 

Bouton,  Dale  C.,  157B  Broadway,  Bangor  04401  (10) 

Bove,  Louis  G.,  233  Vaughan  St.,  Portland  04102  (3) 

Bowman,  Peter  W.,  56  Baribeau  Dr.,  Brunswick  04011  (8) 

Bowne,  Hays  G.,  Strong  04983  (4) 

Boyd,  Marjorie  A.,  19  Bramhall  St.,  Portland  04102  (3) 

Bradbury,  Francis  W.,  16  E.  Main  St.,  Dover-Foxcroft  04426  (11) 

Bragg,  Franklin  E.,  II,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Branch,  Charles  F.,  69  Gamage  Ave.,  Auburn  04210  (1) 

Brann,  Henry  A.,  31  Western  Ave.,  Augusta  04330  (6) 

Branson,  Sidney  R.,  37  Main  St.,  South  Windham  04082  (3) 

Briggs,  Paul  R.,  Hartland  04943  (12) 

Briggs,  Russell  C.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Briggs,  Winton,  155  Spurwink  Ave.,  Cape  Elizabeth  04107  (3) 

Brinkman,  Carl  A.,  52  Gilman  St.,  Portland  04102  (3) 

Brinkman,  Harry,  47  Perham  St.,  Farmington  04938  (4) 

Brinkman,  Paul  A.,  Farmington  04938  (4) 

Britt,  Richard  W.,  Blue  Hill  04614  (5) 

Britt,  Robert  C.,  108  Elm  St.,  Camden  04843  (7) 

Britton,  Richard  C.,  Maine  Medical  Ctr..  Portland  04102  (3) 

Bromley,  William  C.,  State  St.,  Ellsworth  04605  (5) 

Brotman,  Sheldon,  Cobb  Medical  Bldg.,  Belfast  04915  (13) 

Brouwer,  Johan,  5 Beech  St.,  Rockland  04841  (7) 

Brown,  Donald  H.,  19  Bramhall  St.,  Portland  04102  (3) 

Brown,  Douglas  H.,  1 Birchwood  Rd.,  Cape  Elizabeth  04107  (3) 

Brown,  Eugene  E.,  57  Summit  Ave.,  Bangor  04401  (10) 

Brown,  Lloyd,  186  State  St.,  Bangor  04401  (10) 

Brown,  Robert  H.,  MRC,  Box  45,  Bangor  04401  (10) 

Brownlow,  Bradley  E.,  Blue  Hill  Mem.  Hosp.,  Blue  Hill  04614  (5) 

Bryant,  Daniel  C.,  233  Vaughan  St.,  Portland  04102  (3) 

Budd,  William  L.,  Parkview  Professional  Bldg.,  Brunswick  04011  (3) 

Buell,  William  O.,  22  Jefferson  St.,  Box  736,  Biddeford  04005  (15) 

Bull,  Frank  B.,  5 Hasson  St.,  Hallowell  04347  (6) 

Bullington,  Sunny  J.,  1 143  Washington  St.,  Bath  04530  (8) 

Bundy,  Harvey  C.,  1375  Forest  Ave.,  Apt.  E-5,  Portland  04103  (1 1) 

Bunker,  Willard  H.,  York  Harbor  0391 1 (15) 

Burden,  Charles  E.,  1 North  St.,  Bath  04530  (8) 

Burdick,  Robert  L.,  171  Washington  St.,  Brewer  04412  (10) 

Burger,  Charles  S.,  Hampden  Highlands  04445  (10) 

Burke,  John  N.,  7 Montgomery  Ter.,  Cape  Elizabeth  04107  (3) 

Burke,  Paul  W.,  5 High  St.,  Newport  04953  (10) 

Burnett,  Claude  A.,  Jr.,  Crathes,  Seal  Harbor  04675  (3) 

Burnham,  Harold  N.,  130  Main  St.,  Gorham  04038  (3) 

Bums,  Robert  M.,  Box  151,  Westbrook  04092  (3) 

Burr,  Charles  G.,  22  Highland  Ave.,  Houlton  04730  (2) 

Busch,  John  J.,  105  Elm  St..  Mechanic  Falls  04256  (1) 

Butler,  James  F.,  14  Gilman  St.,  Waterville  04901  (6) 

Butterfield,  Wilfred  I.,  119  Main  St..  Lincoln  04457  (10) 

Cabatingan,  Oscar  S.,  10  High  St.,  Lewiston  04240  (1) 

Cabelin,  Miguelito  A.,  10  High  St..  Lewiston  04240  (1) 

Caldwell,  Edgar  J.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Callahan,  Robert  L , 12  Spruce  St.,  Augusta  04330  (6) 

Campbell,  Fred  G.,  Box  484,  Warren  04864  (7) 

Canal,  Ory  D.,  193  Cony  St.,  Augusta  04330  (6) 

Capron,  Charles  W.,  22  Bramhall  St.,  Portland  04102  (3) 

Cames,  Timothy  D..  95  West  St..  Portland  04102  (3) 
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Carrier,  John  W.,  Central  Maine  Gen.  Hosp.,  Lewiston  04240  (1) 

Carroll.  Ronald  J.,  180  Park  Ave.,  Portland  04102  (3) 

Carson,  Robert  S.,  Baribeau  Dr.,  Brunswick  04011  (3) 

Carton,  Arthur  K..  7 Park  St.,  Houlton  04730  (2) 

Castellanos,  Jose,  Augusta  State  Hosp.,  Augusta  04330  (6) 

Caswell.  John  A , 16  Waldo  Ave.,  Belfast  04915  (13) 

Caven,  Robert  E.,  Maine  Medical  Ctr..  Portland  04102  (3) 

Chafi,  Jafar,  221  Eastern  Ave.,  Augusta  04330  (6) 

Chai,  Dou  Kyung,  221  Eastern  Ave.,  Augusta  04330  (6) 

Chamberlin,  Richard  T.,  Thayer  Hospital,  Waterville  04901  (6) 

Chan,  Francis  W.,  315  Main  St.,  Caribou  04736  (2) 

Chan,  William  G.,  State  Rd.,  Van  Buren  04785  (2) 

Chapin.  Milan  A.,  237  Turner  St.,  Auburn  04210  (1) 

Chapman,  Frank  C.,  200  Somerset  St.,  Millinocket  04462  (10) 

Charest.  Leandre  R . 314  Alfred  St..  Biddeford  04005  (15) 

Chase,  George  O.,  297  Center  St.,  Bangor  04401  (10) 

Chason.  Sidney,  128  Broadway,  Bangor  04401  (10) 

Chasse,  Richard  L..  18  Park  St.,  Waterville  04901  (6) 

Chatterjee,  Manu,  295  Water  St..  Augusta  04330  (3) 

Chen,  John  T.,  Cherry  Hill  Ter.,  Waterville  04901  (6) 

Cheng,  Hsueh-ching,  12  Spruce  St.,  Augusta  04330  (6) 

Chien,  Chang-chi,  15  Teague  St.,  Caribou  04736  (2) 

Childs,  Theron  C.,  Cobb  Medical  Bldg.,  Belfast  04915  (13) 

Chinichian.  Ali,  Calais  Regional  Hosp.,  Calais  04619  (14) 

Chow,  Alroy  A.,  Box  1245,  Presque  Isle  04769  (2) 

Christensen,  Harry  E.,  South  Freeport  04078  (3) 

Chu,  Sung  W..  150  Dresden  Ave.,  Gardiner  04345  (6) 

Ciampi,  Louis  A.,  326  Stevens  Ave.,  Portland  04103  (3) 

Ciembroniewicz,  Julius  E.,  15  Middle  St.,  Augusta  04330  (6) 

Clapp,  Waldo  A.,  215  College  St.,  Lewiston  04240  (1) 

Clark,  Frederick  B.,  229  Vaughan  St.,  Portland  04102  (3) 

Clark,  William  E..  Jr..  263  State  St..  Bangor  04401  (10) 

Clarke,  Charles  N.,  108  Elm  St.,  Camden  04843  (7) 

Clarkin,  Charles  P.,  64  Brookside  Rd.,  Portland  04103  (3) 

Clason.  Walton  P.  C.,  12  Pleasant  St.,  Ellsworth  04605  (5) 

Clement,  James  D..  Jr.,  77  Essex  St.,  Bangor  04401  (10) 

Clough,  Dexter  J.,  2nd,  224  State  St.,  Bangor  04401  (10) 

Clough,  Herbert  T..  R.F.D.  No.  1.  Box  132,  Orrington  04474  (10) 

Cloutier,  Wilfrid  A.,  646  Main  St.,  Lewiston  04240  (1) 

Cobb,  Norman  E.,  Medical  Bldg.,  Belfast  04915  (13) 

Coffin,  Ernest  L..  Northeast  Harbor  04662  (5) 

Cohen,  Abram  I.,  Smith  St.,  Harrison  04040  (3) 

Cole,  Donald  P..  45  Deering  St..  Portland  04101  (3) 

Colley,  Maynard  B.,  14  Main  St.,  Farmington  04938  (4) 

Collins,  Arthur  C.,  P.O.  Box  122,  E.  Machias  04630  (14) 

Collins,  H.  Douglas,  504  Main  St.,  Caribou  04736  (2) 

Condit,  Roger  E.,  23  Court  St.,  Farmington  04938  (4) 

Conneen,  Thomas  F.,  131  Chadwick  St.,  Portland  04102  (3) 

Conrad,  James  K.,  263  State  St..  Bangor  04401  (10) 

Contartese.  Michael,  149  Main  St.,  Freeport  04032  (3) 

Coon,  Robert  W.,  107  Maine  Ave.,  Bangor  04401  (10) 

Cooper,  Llewellyn  W.,  Hancock  St.,  Bar  Harbor  04609  (5) 

Cope,  Sara  K.,  265  Western  Prom.,  Portland  04102  (3) 

Cornell,  Robert  C.,  Box  518,  Greenville  04441  (11) 

Cote,  P.  Richard,  10  Oak  Grove  Ave.,  Bath  04530  (8) 

Cote,  Robert  P.,  10  Winter  St.,  Sanford  04073  (15) 

Coulton.  Donald,  326  State  St..  Bangor  04401  (10) 

Cox,  Paul  M.,  22  Bramhall  St..  Portland  04102  (3) 

Crane,  Lawrence,  157  Pine  St.,  Portland  04102  (3) 

Crawford.  Albert  S.,  3013C  Via  Buena  Vista,  Laguna  Hills,  Calif.  92653  (6) 
Crawford,  Joseph  R.,  12  Spruce  St.,  Augusta  04330  (6) 

Crichton,  Philip  S.,  Regional  Mem.  Hosp..  Brunswick  04011  (8) 

Cross.  Harold  D.,  Main  Rd.  & Summer  St.,  Hampden  Highlands  04445  (10) 
Cruickshank,  Frank  S..  Jr.,  Eaton  Dr.,  Waterville  04901  (6) 

Culver.  Raymond  E.,  325  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 
Cummings,  George  O..  Jr..  47  Deering  St.,  Portland  04101  (3) 

Cummings,  George  O.,  Sr.,  47  Deering  St.,  Portland  04101  (3) 

Cummings,  Paul  H.,  10  High  St.,  Lewiston  04240  (1) 

Cuneo,  Kenneth  J.,  31  Summer  St.,  Kennebunk  04043  (15) 

Cunningham,  Alice  N.,  Parkview  Professional  Bldg.,  Brunswick  04011  (3) 
Curran,  Edward  L.,  209  State  St.,  Bangor  04401  (10) 

Curtin.  Daniel  C.,  555  Main  St.,  Presque  Isle  04769  (2) 

Curtis,  James  R.,  109  State  St.,  Bangor  04401  (10) 

Curtis,  John  B.,  10  High  St.,  Milo  04463  (11) 

Curtis,  Winifred  W.,  Bailey  Island  04003  (3) 

Cutler,  Lawrence  M.,  31  Grove  St.,  Bangor  04401  (10) 

Dachslager,  Philip,  72  Winthrop  St.,  Augusta  04330  (6) 

Dahl,  Bemhoff  A..  Eastern  Maine  Medical  Ctr.,  Bangor  04401  (10) 

Dairy mple,  Sidney  C.,  So.  Great  Rd.,  So.  Lincoln,  Mass.  01751  (8) 

D’ Andrea.  Anthony  L.,  Ill  Westcott  Rd.,  South  Portland  04106  (3) 
Darlington.  Brinton  T.,  Doctors  Park,  89  Hosp.  St.,  Augusta  04330  (6) 
David,  Edward,  109  State  St.,  Bangor  04401  (10) 

Davidson,  Gisela  K..  10  Chadwick  St.,  Portland  04102  (3) 

Davidson,  Robert  E.,  Redington-Fairview  Hosp.,  Skowhegan  04976  (12) 
Davies,  Lloyd  G.,  249  Ocean  House  Rd.,  Cape  Elizabeth  04107  (3) 

Davis,  Earle  M.,  325  Kennedy  Dr.,  Waterville  04901  (6) 


Davis,  George  E.,  Ill  Webster  St.,  Lewiston  04240  (1) 

Davis.  Paul  V.,  530  E.  Pinehurst  Dr.,  Spring  Hill,  Fla.  33512  (3) 

Davis,  Richard  G.,  1 Kenduskeag  Plaza,  Bangor  04401  (10) 

Davy,  Carmel  L..  Webber  Hosp.,  Biddeford  04005  (3) 

Davy,  John  R..  180  Park  Ave.,  Portland  04102  (3) 

DeCosta,  Donald  A.,  Poland  Spring  04274  (1) 
de  Freitas,  Andre  M , 19  Cushnoe  Dr.,  Augusta  04330  (6) 

DeGrinney,  Joseph  T.,  Livermore  Falls  04254  (4) 

Dela  Cruz,  Teodoro  C.,  15  Middle  St.,  Augusta  04330  (6) 

Delaney,  Frederick  G.,  130  Main  St.,  Gorham  04038  (3) 

Deming,  Howard  R..  Maine  Medical  Ctr.,  Portland  04102  (3) 

Denison,  John  D.,  Family  Med.  Inst.,  12  E.  Chestnut  St.,  Augusta  04330  (6) 
Dennis,  Richard  H.,  325  A Kennedy  Dr.,  Waterville  04901  (6) 

Dennison,  Frederick  C.,  3 Gillchrest  St.,  Thomaston  04861  (7) 

Derboven,  Paul  H.,  120  Main  St.,  Sanford  04073  (15) 

Derry,  G.  Hermann,  690  Congress  St.,  Portland  04102  (3) 

Devan,  Thomas  A.,  Palm  Shores  West,  Apt.  G8,  830 

North  Shore  Dr.,  St.  Petersburg,  Fla.  33701  (10) 

Dewing,  Stephen  B.,  R.F.D.  No.  2,  Harrison  04040  (9) 

Dibbons,  Albert  W.,  14  Highland  St.,  Portland  04102  (3) 

Diehl,  William  H.,  Jr.,  325B  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 
Dietrich.  Mary  M.,  Box  93,  Orrington  04474  (10) 

Dillihunt.  Richard  C.,  7 Bramhall  St.,  Portland  04102  (3) 

Dinan,  John  T.,  Jr.,  321  Brackett  St.,  Portland  04102  (3) 

Dixon,  Carolyn  S.,  22  Bramhall  St.,  Portland  04102  (3) 

Dixon.  Charles  E.,  50  Penobscot  St.,  Bangor  04401  (10) 

Dixon,  David  C.,  Box  792,  Farmington  04938  (4) 

Dixon,  Robert  H.,  6 Oak  Grove  Ave.,  Bath  04530  (8) 

Dixon,  Walter  G.,  16  Deering  St.,  Norway  04268  (9) 

Doble,  Miriam,  990  Washington  St.,  Bath  04530  (8) 

Doby,  Tibor,  Mercy  Hosp.,  Portland  04101  (3) 

Doil,  Kenneth  L.,  260  Western  Ave.,  South  Portland  04106  (3) 

Dole,  Richard  R.,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Dominici,  Raymond  H.,  56  Baribeau  Dr.,  Brunswick  0401 1 (8) 

Donahue,  Clement  L.,  279  So.  Main  St.,  Caribou  0473<L(2) 

Dore,  Clarence  E.,  2 School  St.,  Waterville  04901  (6) 

Dore,  Kenneth  E.,  153A  Main  St.,  Fryeburg  04037  (3) 

Dorfman,  Irvin,  Goodall  Hosp.,  Sanford  04073  (15) 

Dorogi,  Louis  V.,  Old  Post  Rd.,  Rt.  138,  Bowdoinham  04008  (8) 

Dorsk,  Brian  M.,  180  Park  Ave..  Portland  04102  (3) 

Dougherty,  John  F.,  112  Front  St.,  Bath  04530  (8) 

Douphinett,  Otis  J.,  763  Congress  St.,  Portland  04102  (3) 

Dow,  John  P.,  Grove  Hill,  Pittsfield  04967  (12) 

Dow,  Owen  O.,  Box  388,  Longwood  Dr.,  Kennebunk  04043  (15) 

Dow,  Richard  W.,  Box  377,  York  03909  (15) 

Dowling,  Patrick  A.,  157  Pine  St.,  Portland  04102  (3) 

Downing,  J.  Robert,  11  Partridge  Lane,  Kennebunk  04043  (15) 

Drake,  Emerson  H.,  19  Bramhall  St.,  Portland  04102  (3) 

Dreher,  Robert  J.,  11  Maple  St.,  Rockland  04841  (7) 

Drummond,  S.  Dunton,  Bar  Mills  04004  (15) 

Duffey,  Richard  V.,  57  Washington  St.,  Bangor  04401  (10) 

Duffy,  Wallace  H.,  100  Main  St.,  Farmington  04938  (4) 

DuMais,  Alcid  F.,  R#2,  Van  Mor  7A,  Louisville,  Ga.  30434  (9) 

Dumdey,  Paul  H.,  6 Oak  Grove  Ave.,  Bath  04530  (8) 

Dunham,  Marguerite  C.,  R.F.D.  No.  1,  Dresden  04342  (2) 

Dunn.  Robert  H.,  105  Dresden  Ave.,  Gardiner  04345  (6) 

Dunst,  Jerome,  Rumford  Com.  Hosp.,  Rumford  04276  (9) 

Dycio,  George,  300  Pine  St.,  Lewiston  04240  (1) 

Dycio,  Mary  T.,  3 Bayberry  Lane.  Lewiston  04240  (1) 

Dyhrberg,  Norman  E.,  Box  76,  R.F.D.  No.  4,  Portland  041 10  (3) 

Dyro,  Frances  M.,  300  Danforth  St.,  Portland  04102  (3) 

Earle,  Ralph  P.,  Vinalhaven  04863  (7) 

Earnhardt,  Joseph  B.,  Hammond  Rd.,  Westbrook  04092  (3) 

Eastman,  Charles  W.,  15  Millett  St.,  Livermore  Falls  04254  (4) 

Eastman,  H.  Wilson,  Box  188,  Livermore  Falls  04254  (4) 

Eddy,  Robert  H.,  5 Beech  St.,  Rockland  04841  (7) 

Edgar,  Joseph  H.,  Jr.,  128  Chadwick  St.,  Portland  04102  (3) 

Edmond,  James  A.,  191  Lincoln  St.,  Rumford  04276  (9) 

Egan,  John  F.,  810  Penobscot  St.,  Rumford  04276  (9) 

Eisberg,  Harry  B.,  (Capt)  MC,  USN,  2838  Hogan  Court, 

Falls  Church,  Va.  22043  (15) 

Ekinci,  Fevzi,  42  Main  St.,  Livermore  Falls  04254  (4) 

Elkins,  Alan  M.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Elsemore.  Dexter  E.,  11  Main  St.,  Dixfield  04224  (9) 

Emanuel,  Meyer,  Veterans  Adm.,  Togus  04330  (6) 

Emerson,  W.  Merritt,  131  State  St.,  Bangor  04401  (10) 

Emery,  Frederick  C.,  242  Cedar  St.,  Bangor  04401  (10) 

Emmett,  Peter  A.,  489  State  St.,  Bangor  04401  (10) 

Endicott,  Ruth  E.,  Grasshopper  Lane,  Ogunquit  03907  (15) 

English,  Wesley  J.,  18  Bramhall  St.,  Portland  04102  (3) 

Ervin,  Edmund  N.,  2 School  St.,  Waterville  04901  (6) 

Evans,  Peter  A.,  65  Baribeau  Dr.,  Brunswick  04011  (8) 

Evans,  Richard,  III,  56  Baribeau  Dr.,  Brunswick  04011  (8) 

Evans,  Stanley  J.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Eyerer,  Rudolf  E.,  489  State  St.,  Bangor  04401  (10) 
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Fakhery,  Behzad,  111  Webster  St.,  Lewiston  04240  (1) 

Fanning,  Joseph  P.,  Dept,  of  Pathology,  Maine  Medical  Ctr., 

Portland  04102  (3) 

Feagin,  Oscar  T.,  89  Hospital  St.,  Augusta  04330  (6) 

Feeley,  J.  Robert,  438  Garland  St.,  Bangor  04401  (10) 

Fellers,  Francis  X.,  Montello  Manor  Nursing  Home,  Lewiston  04240  (3) 
Fergus,  Andrew,  122  Harthom  Ave.,  Bangor  04401  (10) 

Ferguson,  Franklin  F.,  22  Bramhall  St.,  Portland  04102  (3) 

Festino,  Michael  J.,  258  Main  St.,  Saco  04072  (15) 

Fichthom,  Joseph  L.,  RFD  #1,  Farmington  04938  (12) 

Fichtner,  Paul  A.,  10  Oak  Grove  Ave.,  Bath  04530  (8) 

Ficker,  Robert  F.,  Maine  St.,  Kennebunkport  04046  (15) 

Field,  Richard  L.,  489  State  St.,  Bangor  04401  (10) 

Fife,  James  L.,  65  Baribeau  Dr.,  Brunswick  0401 1 (3) 

Files,  George  E.,  263  State  St.,  Bangor  04401  (10) 

Finks,  Henry  B.,  22  Lunt  Rd.,  Falmouth  04105  (3) 

Fiorica,  Gaetano  T.,  12  Church  St.,  Chisholm  04222  (4) 

Fish,  Nicholas,  12  Sturdivent  Rd.,  Cumberland  Foreside  041 10  (3) 
Fisher,  Dean  H.,  State  House,  Augusta  04330  (6) 

Fisher,  Samson,  26  College  Ave.,  Waterville  04901  (6) 

Fishman,  Louis  N.,  185  Webster  St.,  Lewiston  04240  (1) 

Fite,  Marcia,  Pemaquid  Point  04558  (8) 

Flanders,  Merton  N.,  1 High  St.,  Lewiston  04240  (1) 

Fleishman,  A.  Martin,  RFD  #3,  Farmington  04938  (4) 

Floyd,  Paul  E.,  2 Middle  St.,  Farmington  04938  (4) 

Fogg,  C.  Eugene,  Peaks  Island  04108  (3) 

Fortier,  Andre  P.,  68  Foss  St..  Biddeford  04005  (15) 

Fortier,  Paul  J.,  Ill  Webster  St.,  Lewiston  04240  (1) 

Fournier,  Rino  Y.,  380  Main  St.,  Madawaska  04756  (2) 

Fox,  Francis  H.,  83  West  St.,  Portland  04102  (3) 

Foy,  1.  Howard,  Arthur  R.  Gould  Mem.  Hosp.,  Presque  Isle  04769  (2) 
Freeman,  William  E.,  107  Main  St.,  Yarmouth  04096  (3) 

French,  Rowland  B.,  16  Water  St.,  Eastport  04631  (14) 

Frigault,  Emile  J.,  Main  St.,  Dixfield  04224  (9) 

Frost,  Robert  A.,  93  Summer  St.,  Auburn  04210  (1) 

Fuller,  Barbara  L.,  20  Chestnut  St.,  Rockland  04841  (7) 

Fuller,  George  G.,  50  Union  St.,  Ellsworth  04605  (5) 

Furman,  Robert  S.,  22  White  St.,  Rockland  04841  (7) 

Gaillard,  Richard  A.,  276  State  St.,  Bangor  04401  (10) 

Galarraga,  Efraim  C.,  6 So.  Chestnut  St.,  Augusta  04330  (6) 

Galen,  Robert  S.,  6 Breckan  Rd.,  Brunswick  0401 1 (8) 

Ganguli,  Adwaita  K.,  191  Lincoln  Ave.,  Rumford  04276  (9) 

Garcia-Rey,  Felix  M.,  Milo  04463  (1 1) 

Garnett,  James  H P.,  Northeast  Harbor  04662  (5) 

Gashgai,  Abdollah  S.,  55  Middle  St.,  Augusta  04330  (6) 

Gates,  Clifford  W.,  (CAPT)  MC,  USN,  Naval  Station  Disp., 

Box  60,  FPO,  San  Francisco,  Calif.  96610  (3) 

Gauvreau,  Norman  O.,  78  Pine  St.,  Lewiston  04240  (1) 

Gay,  Andrew  J.,  Little  River  House,  Belfast  04915  (13) 

Geer,  Charles  R.,  208  Vaughan  St.,  Portland  04102  (3) 

Geer,  George  L,  Jr.,  208  Vaughan  St.,  Portland  04102  (3) 

Gerdes,  Kendall  A.,  Kimball  Rd.,  Northeast  Harbor  04662  (5) 
Geyerhahn,  George,  73  Deering  St.,  Portland  04101  (3) 

Gibbons,  John  F.,  22  Bramhall  St.,  Portland  04102  (3) 

Giberson,  Raymond  G.,  156A  Academy  St.,  Presque  Isle  04769  (2) 
Giddings,  Paul  D.,  31  Western  Ave.,  Augusta  04330  (6) 

Giesen,  Joseph  H.,  34  Gilman  St.,  Waterville  04901  (6) 

Giguere,  Eustache  N.,  90  Webster  St.,  Lewiston  04240  (1) 

Gilman,  Herbert  C.,  200  Spruce  St.,  Millinocket  04462  (10) 

Gilmore,  Edward  B.,  Hancock  St.,  Bar  Harbor  04609  (5) 

Ginder,  David  R.,  325 A Kennedy  Mem.  Dr.,  Waterville  04901  (6) 
Gingras,  Napoleon  J.,  6 East  Chestnut  St.,  Augusta  04330  (6) 

Ginn,  Fred  L.,  Dept,  of  Pathology,  Maine  Med.  Ctr.,  Portland  04102  (3) 
Giuffre,  Richard  A.,  3 Linwood  St.,  Arlington,  Mass.  02174  (6) 

Giustra,  Peter  E.,  Knox  Co.  Gen.  Hosp.,  Rockland  04841  (7) 

Giustra,  Richard  A.,  56  Baribeau  Dr.,  Brunswick  0401 1 (8) 

Givertz,  Bernard,  131  Chadwick  St.,  Portland  04102  (3) 

Glassmire,  Charles  R.,  37  Deering  St.,  Portland  04101  (3) 

Gluck,  Kenneth  A.,  So.  High  St.,  Bridgton  04009  (3) 

Godsoe,  John  A.,  48  Gilman  St.,  Portland  04102  (3) 

Goduti,  Richard  J.,  9 Deering  St.,  Portland  04101  (3) 

Goffin,  Floyd  B.,  56  Baribeau  Dr.,  Brunswick  0401 1 (3) 

Goldfarb,  Walter  B.,  72  West  St.,  Portland  04102  (3) 

Good,  Philip  G.,  54  Edison  Dr.,  Augusta  04330  (3) 

Goodman,  Noel  C.,  103  State  St.,  Portland  04101  (I) 

Goodof,  Irving  I.,  Thayer  Hospital,  Waterville  04901  (6) 

Goodrich,  Blynn  O.,  45  Roosevelt  Ave.,  Waterville  04901  (6) 

Goodwin,  Ralph  A.,  Sr.,  56  Denison  St.,  Auburn  04210  (I) 

Goodwin,  Ralph  A.,  Jr.,  33  Court  St.,  Auburn  04210  (1) 

Gorayeb,  Eugene,  82'Maine  Ave.,  Rumford  04276  (9) 

Gormley,  Eugene  G.,  Market  Square,  Houlton  04730  (2) 

Gottlieb,  Brian  M.,  Durham  Rd.,  Freeport  04032  (3) 

Gould,  George  I.,  79  Main  St.,  Richmond  04357  (6) 

Graves,  Robert  A.,  Sunset  Drive,  Orono  04473  (10) 

Gray,  Philip  L.,  Blue  Hill  04614  (5) 

Greco,  Edward  A.,  Jr.,  Ill  Westcott  St.,  South  Portland  04106  (3) 


Green,  Kenneth  W.,  12  Eaton  Dr.,  Waterville  04901  (6) 

Green,  Ross  W.,  10  High  St.,  Lewiston  04240  (1) 

Greene,  John  P.,  10  High  St.,  Lewiston  04240  (1) 

Greene,  Merrill  S.  F.,  466  Main  St.,  Lewiston  04240  (1) 

Gregory,  Frederick  J.,  504  Main  St.,  Caribou  04736  (2) 

Gregory,  Philip  O.,  St.  Andrews  Hosp.,  Boothbay  Harbor  04538  (8) 
Griffin,  Carl  R.,  Jr.,  61  Atlantic  Ave.,  Boothbay  Harbor  04538  (8) 
Griffiths,  Eugene  B.,  350  Main  St.,  Presque  Isle  04769  (2) 

Grimes,  Gilbert  R.,  185  Webster  St.,  Lewiston  04240  (1) 

Groce,  Philip  C.,  Box  413,  Union  04862  (7) 

Guaraldo,  Joseph,  1 Fern  St.,  Bangor  04401  (10) 

Guillemette,  Maurice  R.,  107  Water  St.,  Augusta  04330  (6) 

Guite,  L.  Armand,  Sr.,  45  Elm  St.,  Waterville  04901  (6) 

Guite,  L.  Armand,  Jr.,  325  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 

Haak,  Rudy,  Parkview  Mem.  Hosp.,  Brunswick  04011  (3) 

Haas,  Carl  M.,  357  Elm  St.,  Biddeford  04005  (15) 

Haas,  Rudolph,  484  Main  St.,  Lewiston  04240  (1) 

Hackett,  Laurier  E.,  7 West  Elm  St.,  Sanford  04073  (15) 

Hall,  Walter  L.  H.,  130  Middle  St.,  Old  Town  04468  (10) 

Hall,  William  J.,  Ill,  25  Bramhall  St.,  Portland  04102  (3) 

Halladjian,  Hagop,  Rumford  Com.  Hosp.,  Rumford  04276  (9) 

Hallee,  Theodore  J.,  155  Spurwink  Ave.,  Cape  Elizabeth  04107  (3) 
Hallett,  George  W.,  22  Bramhall  St.,  Portland  04102  (3) 

Halperin,  David  C.,  89  Hospital  St.,  Augusta  04330  (6) 

Hamilton,  Kenneth  G.,  163  Main  St.,  Norway  04268  (9) 

Hamilton,  Virginia  C.,  South  Harpswell  04079  (8) 

Hamlin,  Irvin  E.,  Main  St.,  East  Millinocket  04430  (10) 

Hamlin,  Paul  S.,  122  Academy  St.,  Presque  Isle  04769  (2) 

Hanbury,  Euclid  M.,  Jr.,  Medical  Bldg.,  Belfast  04915  (13) 

Handanos,  Vassilios,  191  Lincoln  Ave.,  Rumford  04276  (9) 

Hanley,  Daniel  F.,  Box  250,  Brunswick  0401 1 (3) 

Hannemann,  Joseph  H.,  22  Bramhall  St.,  Portland  04102  (3) 
Hannigan,  Charles  A.,  10  High  St.,  Lewiston  04240  (1) 

Hannigan,  Margaret  H.,  10  High  St.,  Lewiston  04240  (1) 

Haq,  Badi  M.,  Webber  Hosp.,  Biddeford  04005  (15) 

Hardy,  Edmund  W.,  134  U.S.  Rt.  1,  Falmouth  04105  (3) 

Hardy,  Henri  R.,  Box  662,  Camden  04843  (7) 

Harkins,  Michael  J.,  437  Main  St.,  Lewiston  04240  (1) 

Harper,  Harry  L.,  17  Main  St.,  South  Paris  04281  (9) 

Harrison,  George  J.,  Market  Square,  Houlton  04730  (2) 

Hassan,  Robert  M.,  Bristol  Rd.,  Damariscotta  04534  (8) 

Haverty,  Carolina  Ines,  1851  Washington  Ave.,  Portland  04103  (3) 
Hawkes,  Richard  S.,  233  Vaughan  St.,  Portland  04102  (3) 

Hawkins,  Donald  B.,  Atlantic  Ave.  and  Sea  St.,  Camden  04843  (7) 
Hayes,  James  C.,  6 E.  Chestnut  St.,  Augusta  04330  (6) 

Hayward,  I.  Mead,  504  Main  St.,  Caribou  04736  (2) 

Hazelton,  Warren  C.,  2 E.  Main  St.,  So.  Paris  04281  (9) 

Hazzard,  Lawrence  R.,  Cider  Hill  Rd.,  York  03909  (15) 

Heath,  Gordon  A.,  22  Bramhall  St.,  Portland  04102  (3) 

Heifetz,  Ralph,  173  State  St.,  Portland  04101  (3) 

Helfrich,  Harry  M.,  Jr.,  122  Academy  St.,  Presque  Isle  04769  (2) 
Helfrich,  Nancy  R.,  122  Academy  St.,  Presque  Isle  04769  (2) 

Herrera,  Benjamin  S.,  Mallett  Ave.,  Freeport  04032  (3) 

Herrick,  Stanley  E.,  Jr.,  Veterans  Adm.,  Togus  04330  (1) 

Hickey,  Vincent  J.,  42  Bacon  St.,  Biddeford  04005  (15) 

Hiebel,  Joseph  J.,  179  Main  St.,  Waterville  04901  (6) 

Hiebert,  Clement  A.,  321  Brackett  St.,  Portland  04102  (3) 

Hiebert,  Joelle  C.,  Jr.,  Box  148,  Norway  04268  (9) 

Higgins,  George  F.,  122  Academy  St.,  Presque  Isle  04769  (2) 

Hill,  Allison  K.,  431  State  St.,  Bangor  04401  (10) 

Hill,  Anthony  B.,  258  Main  St.,  Saco  04072  (6) 

Hill,  David  S.,  10  Oak  Grove  Ave.,  Bath  04530  (8) 

Hill,  Douglas  R.,  855  Sawyer  St.,  South  Portland  04106  (3) 

Hill,  Howard  F.,  325A  Kennedy  Dr.,  Waterville  04901  (6) 

Hill,  Kevin,  325A  Kennedy  Dr.,  Waterville  04901  (6) 

Hill,  Paul  S.,  Jr.,  323  Main  St.,  Saco  04072  (15) 

Hinckley,  Harris,  155  Spurwink  Ave.,  Cape  Elizabeth  04107  (3) 
Hirschberger,  Celia,  31  Johnson  Heights,  Waterville  04901  (6) 

Ho,  Che  To,  Caribou  Clinic,  Caribou  04736  (2) 

Hoch,  Gretl  J.,  Phillips  04966  (12) 

Hoffman,  Alvin  A.,  Box  38,  York  03909  (15) 

Hogan,  Chester  F.,  62  Main  St.,  Houlton  04730  (2) 

Holz,  Peter  H.,  22  White  St.,  Rockland  04841  (7) 

Holzwarth,  Hans  A.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Hopkins,  Herbert  J.,  24  Portland  Ave.,  Old  Orchard  Beach  04064  (15) 
Horic,  Nancy  S.,  Central  Maine  Gen.  Hosp.,  Lewiston  04240  (1) 
Horie,  Tsukasa,  9 Arch  Ave.,  Lewiston  04240  (1) 

Homberger,  H.  Richard,  325  Kennedy  Dr.,  Waterville  04901  (6) 
Homer,  William  R.,  Hancock  St.,  Bar  Harbor  04609  (5) 

Homstein,  Louis  S.,  220  Water  St.,  Skowhegan  04976  (12) 

Horstman,  Anthony  J.,  McKown  St.,  Boothbay  Harbor  04538  (8) 
Hotelling,  David  R.,  190  Pine  St.,  Portland  04102  (3) 

Houle,  Marcel  P.,  200  Alfred  St.,  Biddeford  04005  (15) 

Houlihan,  John  S.,  209  State  St.,  Bangor  04401  (10) 

Howard,  Emery  B.,  Jr.,  23A  Summer  St.,  Rockland  04841  (7) 
Howard,  George  C.,  Oak  St.,  Guilford  04443  (11) 
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Howard,  Henry  M.,  39  Sunrise  Ave.,  Greenfield,  Mass.  01301  (9) 

Howe.  Chester  W..  Blue  Hill  04614  (5) 

Hsu,  Theodore  S.,  14  High  St.,  Ellsworth  04605  (5) 

Hudson,  Henry  A.,  Southport  Island  04569  (8) 

Hudson,  Mary  H.H.,  1 10  Spring  St.,  Dexter  04930  (10) 

Hughes,  Edward  J.,  Jr.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Hui,  Peter  Kim-Ming,  Box  39,  Lubec  04652  (14) 

Hunter,  Albert  L.,  45  Golder  St.,  Lewiston  04240  (1) 

Hunter,  Philip  G.,  263  State  St.,  Bangor  04401  (10) 

Huntress,  Roderick  L.,  Box  419,  North  Windham  04062  (3) 

Hurd,  Allan  C.,  5 Hasson  St.,  Hallowell  04347  (6) 

Hurwitz,  Alfred,  10  Abenaki  Rd.,  Augusta  04330  (6) 

Irwin,  Carl  W.,  336  Mt.  Hope  Ave..  Bangor  04401  (10) 

Isil,  Neal  H.,  50  Union  St.,  Ellsworth  04605  (5) 

Iszard,  David  M.,  Public  Health  Clinic,  Veranda  St..  Portland  04103  (3) 
Iverson,  Andrew  P.,  Jr.,  25  Bramhall  St.,  Portland  04102  (3) 

Iyer,  Ramanath,  170  Graham  St.,  Biddeford  04005  (15) 

Jabar,  Paul  J.,  12  Spruce  St..  Augusta  04330  (6) 

Jackson,  Carl  S.,  22  Bramhall  St.,  Portland  04102  (3) 

Jackson,  Norman  M.,  9 Franklin  St..  Rumford  04276  (9) 

Jacob,  Donald  R..  Princeton  04668  (14) 

Jacobsohn,  Ulrich,  130  Main  Ave.,  Farmingdale  04345  (6) 

Jacobson,  Payson  B.,  295  Brighton  Ave.,  Portland  04102  (3) 

James,  Chakmakis,  47  Howe  St.,  Lewiston  04240  (1) 

James,  John  A.,  1 17  Goff  St.,  Auburn  04210  (1) 

Jellerson,  Leon  R.,  U.S.C.G.  Base  Kodiak,  Box  14,  FPO 
Seattle.  Wash.  98790  (15) 

Jerome.  Alex  W.,  12  E.  Chestnut  St.,  Augusta  04330  (6) 

Jervey,  Allen  J.,  Fairview  Ave.,  Skowhegan  04976  (12) 

Jillson,  Otis  F.,  Box  701,  Bangor  04401  (10) 

Johnson,  Albert  C.,  131  Chadwick  St.,  Portland  04102  (3) 

Johnson,  Gaylen  W.,  Parkview  Professional  Bldg.,  Brunswick  04011  (3) 
Johnson,  Gordon  N.,  Box  486.  Houlton  04730  (2) 

Johnson,  Oscar  R..  9 Parsons  Rd.,  Portland  04103  (3) 

Johnson,  R.  Paul,  Main  St.,  Fort  Kent  04743  (2) 

Johnston,  Hugh  H..  Maine  Medical  Ctr.,  Portland  04102  (3) 

Johnston,  James  S.,  258  Main  St.,  Saco  04072  (15) 

Jollie,  Peter  M.,  Fahey  St..  Belfast  04915  (13) 

Jones,  Gareth  O.M.,  Augusta  Gen.  Hosp.,  Augusta  04330  (6) 

Jones,  Paul  A.,  Jr.,  2 School  St.,  Waterville  04901  (6) 

Jones,  Paul  A.,  Sr.,  General  Delivery,  Union  04862  (7) 

Joost,  Arthur  M.,  Jr.,  Box  520,  Bucksport  04416  (5) 

Jordan.  W.  Edward,  Jr.,  Box  218,  Skowhegan  04976  (12) 

Jurgeleit,  Herbert  C.,  116  Webster  Ave.,  Bangor  04401  (10) 

Kahn.  Richard  J.,  22  White  St..  Rockland  04841  (7) 

Kanda,  Yasuo,  St.  Mary's  Gen.  Hosp.,  Lewiston  04240  (1) 

Kangas,  Onni  C.,  11  Maple  St.,  Rockland  04841  (7) 

Kaschub,  Robert  W.,  Jr.,  R.F.D.  No.  3,  Skowhegan  04976  (12) 

Katz,  Edward  L.,  31  Bramhall  St.,  Portland  04102  (3) 

Kawamura,  Takeo,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Kazutow,  John,  Box  1 13,  Columbia  Falls  04623  (14) 

Keating,  Anthony  J.,  10  Oak  Grove  Ave.,  Bath  04530  (8) 

Kellogg,  Robert  O.,  222  Kenduskeag  Ave.,  Bangor  04401  (10) 

Kellum.  Michael.  29  York  St.,  Caribou  04736  (2) 

Kemezys,  Kestutis  M.,  25  Garfield  St..  Madison  04950  (12) 

Kent,  Stanley  W.,  7 Bramhall  St.,  Portland  04102  (3) 

Kibbe.  Frank  W.,  R.F.D.  2,  Lincolnville  04849  (7) 

Kiel,  Joseph  B.,  Columbia  Falls  04623  (14) 

Kilgallen,  John  D.,  Mercy  Hospital,  Portland  04101  (3) 

Killoran,  Paul  J.,  Knox  County  Gen.  Hosp.,  Rockland  04841  (7) 

Kimball,  Philip  R.,  263  State  St.,  Bangor  04401  (10) 

Kimura,  Takanori,  Box  C,  Pownal  04069  (3) 

Kinder,  Edward  L.,  Jr.,  1027  Washington  St.,  Bath  04530  (8) 

Kindig,  Warren  V.,  Dept,  of  Pathology,  Augusta  Gen.  Hosp., 

Augusta  04330  (6) 

King,  Merrill  J.,  Jr.,  Vinal  Rd.,  West  Rockport  04865  (7) 

Kinghom,  Charles  W.,  4 Wentworth  St.,  Kiitery  03904  (15) 

Kirk,  William  V.,  Eagle  Lake  04739  (2) 

Kittredge,  Francis  I..  109  State  St.,  Bangor  04401  (10) 

Klein,  Stephen  R.,  7 Bramhall  St.,  Portland  04102  (3) 

Klopp,  Donald  W.,  Dept,  of  Anes.,  Maine  Medical  Ctr.,  Portland  04102  (3) 
Knickerbocker,  Charles  H.,  15  High  St.,  Bar  Harbor  04609  (5) 

Knoppers,  Jan,  Hoomsterzwang- Netherlands  (1) 

Knowles,  John  E.,  52  Gilman  St.,  Portland  04102  (3) 

Knowles,  Robert  M.,  49  Deering  St.,  Portland  04101  (3) 

Knuuti,  Harold  E.,  Medical  Bldg.,  Belfast  04915  (13) 

Konecki,  John  T.,  St.  Mary’s  Gen.  Hosp.,  Lewiston  04240  (1) 

Kopfmann,  Harry,  Deer  Isle  04627  (5) 

Koopal,  Soleiman,  Fairview  Ave.,  Skowhegan  04976  (12) 

Kraunz,  Robert  F.,  300  Main  St.,  Lewiston  04240  (1) 

Krueger,  Myron  K , Parkview  Professional  Bldg.,  Brunswick  04011  (3) 
Kuck,  Klaus  D.,  St.  Mary’s  Gen.  Hosp.,  Lewiston  04240  (1) 

Kunkle,  E.  Charles,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Kurland,  Anthony  M.,  St.  Joseph  Hosp.,  Bangor  04401  (10) 


Labbe,  Onil  B.,  Van  Buren  04785  (2) 

Labelle,  Jean  J.,  25  Bramhall  St.,  Portland  04102  (3) 

LaCasce,  Joseph  H.,  50  Union  St.,  Ellsworth  04605  (5) 

LaFlamme,  Paul  J.,  106  Russell  St.,  Lewiston  04240  (1) 

LaFond,  Robert  S.,  258  Main  St.,  Saco  04072  (15) 

Lagomarsino,  Fred  J.,  325A  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 

Laltoo,  Joseph  M.,  Box  199,  Rt.  1,  Raiford,  Fla.  32082  (15) 

Lamb,  Michael  T.,  22  Bramhall  St.,  Portland  04102  (3) 

Lambdin,  Morris  A.,  1 Carlisle  St.,  Ellsworth  04605  (5) 

Laney,  Richard  P.,  P.O.  Box  600,  Skowhegan  04976  (12) 

Langer,  Ella,  192  Capitol  St.,  Augusta  04330  (6) 

Langhome,  Allen  F.,  87  Limerock  St.,  Rockland  04841  (7) 

Lanuza-Cox,  Fe  G.,  Augusta  Mental  Health  Institute,  Augusta  04330  (6) 

Lape,  C.  Philip,  R.F.D.  No.  1,  Orrs  Island  04066  (3) 

Lapirow,  Harry,  99  Main  St.,  Kennebunk  04043  (15) 

Lappin,  John  J.,  171  State  St.,  Portland  04101  (3) 

Lamed,  Frederick  S.,  155  Spurwink  Ave.,  Cape  Elizabeth  04107  (3) 

Larson,  Karl  V.,  East  Machias  04630  (14) 

Lathbury,  Vincent  T.,  Medical  Arts  Building,  Rockland  04841  (7) 

Lawrence,  Frank  H.,  22  Bramhall  St.,  Portland  04102  (3) 

Lawry,  Oram  R.,  Jr.,  96  Limerock  St.,  Rockland  04841  (7) 

Leadley,  Peter  J.,  Box  243,  Manchester  04351  (6) 

Leek,  Richard  C.,  Bath  Mem.  Hosp.,  Bath  04530  (8) 

Leeber.  Donald  A.,  13  Charles  St.,  Portland  04102  (3) 

Leigh,  Kenneth  E.,  Brixham  Rd.,  York  03909  (15) 

Leiter,  Laban  W.,  175  Vaughan  St.,  Portland  04102  (3) 

Leonard,  John  H.,  South  Side  Rd.,  York  03909  (15) 

Leonard,  Lawrence  M.,  7 Bramhall  St.,  Portland  04102  (3) 

Leonardi,  Joseph  A.,  Central  Maine  Gen.  Hosp.,  Lewiston  04240  (1) 

Leong,  Cheong  K.,  488  Main  St.,  Lewiston  04240  (1) 

Leonidas,  Leonardo,  263  State  St.,  Bangor  04401  (10) 

Lepore,  Anthony  E.,  128  Maine  Ave.,  Gardiner  04345  (6) 

Leschey,  William  H.,  Jr.,  180  Park  Ave.,  Portland  04102  (3) 

Letoumeau,  J.  Alfred,  325  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 

Levy,  Richard  A.,  1938  Wilding  Lane,  San  Luis  Obispo,  Calif.  93401  (3) 

Li,  Tsung  H.,  High  St.,  Buckfield  04220  (9) 

Libby,  John  T.,  52  Gilman  St.,  Portland  04102  (3) 

Lichter,  Horacio  A.,  97  Campus  Ave.,  Lewiston  04240  (1) 

Lidstone,  Frederick  B.,  117  Goff  St.,  Auburn  04210  (1) 

Lightbody,  Charles  H.,  No.  Main  St.,  Guilford  04443  (11) 

Lincoln,  John  R.,  Cumberland  Foreside,  Schooner  Rocks,  Portland  04110  (3) 
Lincourt,  Armand  S.,  122  Main  St.,  Sanford  04073  (15) 

Little,  Charles  W.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Llorente,  Aldo  F.,  56  Baribeau  Dr.,  Brunswick  04011  (8) 

Loewenstein,  George,  1007  Woodside  Dr.,  Clearwater,  Fla.  33516  (7) 

Lombard,  Reginald  T.,  793  Main  St.,  South  Portland  04106  (3) 

Lord,  George  A.,  27  June  St.,  Sanford  04073  (15) 

Lord,  George  P.,  7 Bramhall  St.,  Portland  04102  (3) 

Lord,  Maurice  E.,  Box  537,  Lake  Placid,  Florida  33852  (12) 

Lorentz,  John  J.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Lorimer,  Robert  V.,  131  Chadwick  St.,  Apt.  2,  Portland  04102  (3) 

Loring,  William  E.,  7 Riverside  Dr.,  Falmouth  Foreside  04105  (3) 

Lovely,  DaGd  K.,  46  Deering  St.,  Portland  04101  (3) 

Lutes,  Chris  A.,  7 Bramhall  St.,  Portland  04102  (3) 

Lynch,  Charles  T.,  Jr.,  489  State  St.,  Bangor  04401  (10) 

Lynn,  Geraldine,  188  Russell  St.,  Lewiston  04240  (1) 

Macbride,  John  J.,  22  White  St.,  Rockland  04841  (7) 

MacBride,  Robert  G.,  25  Washington  St.,  Lubec  04652  (14) 

MacDonald,  G.  Vernon  A.,  196  DeBourgogne  St.,  St.  Lambert,  Quebec,  Can.  (2) 
MacDougall,  James  A.,  303  Penobscot  St..  Rumford  04276  (9) 

Mack,  Francis  X.,  144  State  St.,  Portland  04101  (3) 

MacKinnon,  Bernard  L.,  57  Deering  St.,  Portland  04101  (3) 

MacLeod,  Cathel  A.,  131  Chadwick  St.,  Portland  04102  (3) 

MacVane,  William  L.,  Jr.,  211  State  St.,  Portland  04101  (3) 

Madigan,  John  B.,  Houlton  04730  (2) 

Magaudda,  Michael  M.  P.,  39  Old  Orchard  St.,  Old  Orchard  Beach  04064  (15) 
Magocsi,  Alexander  W..  York  03909  (15) 

Maier,  Paul,  723  Congress  St.,  Portland  04102  (3) 

Makin,  John  B.,  Jr.,  82  Maine  Ave.,  Rumford  04276  (9) 

Maltby,  George  L.,  31  Bramhall  St.,  Portland  04102  (3) 

Manter,  Wilbur  B.,  1 Fern  St.,  Bangor  04401  (10) 

Marcotte,  Andre  P.,  10  High  St.,  Lewiston  04240  (1) 

Marcotte,  Gilbert  E.,  180  Walnut  St.,  Lewiston  04240  (1) 

Markee,  Joseph  E.,  Jr.,  260  Western  Ave.,  South  Portland  04106  (3) 

Markus,  Ivan  P.,  Down  East  Com.  Hosp.,  Machias  04654  (14) 

Marquardt,  Matthias,  109  Cony  St.,  Augusta  04330  (6) 

Marshall,  Donald  F.,  Box  1 16,  Bar  Mills  04004  (3) 

Marshall,  Joseph  A.,  177  Main  St.,  Waterville  04901  (6) 

Marshall,  Paul  A.,  R.F.D.  No.  1,  Box  1 2 1 A,  Ridge  Rd.,  Fairfield  04937  (6) 
Marshall,  Richard  A.,  Central  Maine  Gen.  Hosp.,  Lewiston  04240  (1) 

Marston,  Paul  C.,  Kezar  Falls  04047  (3) 

Martel,  Cyprien  L.,  Jr.,  97  Campus  Ave.,  Lewiston  04240  (1) 

Martin,  Joseph  E.,  35  Main  St.,  Mexico  04257  (9) 

Martin,  Ralf,  131  Chadwick  St.,  Portland  04102  (3) 

Martin,  Stuart  H.,  108  Elm  St.,  Camden  04843  (7) 

Martin,  Thomas  A.,  157  Pine  St.,  Portland  04102  (3) 
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Martin,  Thomas  A.,  Jr.,  48  Gilman  St.,  Portland  04102  (3) 

Martinak,  Joseph  F.,  Augusta  Gen.  Hosp.,  Augusta  04330  (6) 

Mason,  Mahlon  R.,  Hebron  04238  (1) 

Mason,  Peter  H.,  Millinocket  Com.  Hosp.,  Millinocket  04462  (10) 

Mason,  Sabry  E.,  108  Elm  St.,  Camden  04843  (14) 

Mathews,  Hugh  J.,  Jr.,  345  Water  St.,  Gardiner  04345  (6) 

Matthews,  Edward  C.,  229  Vaughan  St.,  Portland  04102  (3) 

Maunz,  Don  L.,  186  State  St.,  Bangor  04401  (10) 

Maxwell,  William  H.,  157  Pine  St.,  Portland  04102  (3) 

Mazerolle,  Denis  R.,  228  Sweden  St.,  Caribou  04736  (2) 

Mazzone,  Giovanni,  499  Stevens  Ave.,  Portland  04103  (3) 

McAfee,  Robert  E.,  7 Bramhall  St.,  Portland  04102  (3) 

McCabe,  George  E.,  RFD  No.  3,  Waldoboro  04572  (8) 

McCall,  Donald  E.,  10  Winter  St.,  Sanford  04073  (15) 

McCann,  Eugene  C.,  49  Deering  St.,  Portland  04101  (3) 

McCarthy,  Laurence  J.,  A.  R.  Gould  Mem.  Hosp.,  Presque  Isle  04769  (2) 
McCrann,  Donald  J.,  Jr.,  148  State  St.,  Portland 04101  (3) 

McCrum,  Philip  H.,  15  Fairlawn  Ave.,  South  Portland  04106  (3) 

McEvoy,  Charles  D.,  Jr.,  186  State  St.,  Bangor  04401  (10) 

McFarland,  Edward  A.,  P.O.  Box  97,  Brunswick  0401 1 (3) 

McGinn,  John  F.,  205  French  St.,  Bangor  04401  (10) 

McGuire,  Peter  F.,  56  Baribeau  Dr.,  Brunswick  0401 1 (8) 

McGuire,  Stuart  W.,  131  State  St.,  Portland  04101  (3) 

Mclntire,  Barron  F.,  Jr.,  13  W.  Elm  St.,  Yarmouth  04096  (3) 

Mclntire,  Percy  C.,  6 Johnson  Heights,  Waterville  04901  (6) 

McIntyre,  John  D.,  50  Union  St.,  Ellsworth  04605  (5) 

McKee,  Andrew  D.,  10  High  St.,  Lewiston  04240  (1) 

McKendry,  James  R.,  75  Stone  St.,  Augusta  04330  (6) 

McKinley,  Robert  L.,  Jr.,  Aroostook  Mental  Health  Ctr. , Fort  Fairfield  04742  (2) 
McLaughlin,  Clarence  R.,  Box  191,  Gardiner  04345  (6) 

McLaughlin,  Ivan  E.,  Rt.  5A,  Gardiner  04345  (6) 

McLean,  E.  Allan,  29  Deering  St.,  Portland  04101  (3) 

McLean,  Preston  A.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

McLellan,  William  A.,  Harbor  Rd.,  Camden  04843  (7) 

McMahon,  James,  RFD  #3,  Farmington  04938  (4) 

McManamy,  Eugene  P.,  72  West  St.,  Portland  04102  (3) 

McMichael,  Morton,  73  Deering  St.,  Portland  04101  (3) 

McPhedran,  Alexander  M.,  12  E.  Chestnut  St.,  Augusta  04330  (6) 

McQuillan,  Arthur  H.,  Pond  Rd.,  Oakland  04963  (6) 

McQuoid,  Robert  M.,  39  Columbia  St.,  Bangor  04401  (10) 

Medbury,  Sawyer  E.,  P.O.  Box  9,  Malcolm  Rd.,  Bridgton  04009  (1) 

Meir,  Josef  H.,  580  Main  St.,  Caribou  04736  (2) 

Melendy,  Oakley  A.,  Doctors  Park,  89  Hosp.  St.,  Augusta  04330  (6) 

Melkis,  Andrew,  Box  161,  Gray  04039  (3) 

Meltzer,  Jack  N.,  128  Broadway,  Bangor  04401  (10) 

Memmelaar,  Joseph  E.,  431  State  St.,  Bangor  04401  (10) 

Mendes,  Joseph  M.,  5 School  St.,  Lisbon  Falls  04252  (1) 

Mendros,  John  G.,  394  Sabattus  St.,  Lewiston  04240  (1) 

Mepani,  Bhupendra,  Wimbleton  Ct.,  Bldg.  112,  Apt.  #8, 

Center  Rd.,  Buffalo,  N Y.  14224  (6) 

Merriam,  Thornton  W.,  Jr.,  431  State  St.,  Bangor  04401  (10) 

Metz,  Gerald  A.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Metzger,  Donald  G.,  200  Spruce  St.,  Millinocket  04462  (10) 

Michaud,  Joseph  C.,  P.O.  Box  606,  Waterville  04901  (6) 

Milazzo,  John,  42  Elm  St.,  Aubum  04210  (1) 

Miller,  Buell  A.,  260  Western  Ave.,  South  Portland  04106  (3) 

Miller,  Clark  F.,  Greene  04236  (1) 

Miller,  Thor,  752  Main  St.,  Westbrook  04092  (3) 

Milliken,  Howard  H.,  R No.  1,  Pond  Rd.,  (Manchester),  Hallowell  04347  (6) 
Millington,  Paul  A.,  44  Mountain  St.,  Camden  04843  (7) 

Minihan,  Patrick  T.,  Naval  Rad.  Sta.,  E.  Machias  04630  (14) 

Miniutti,  Gloria  M.,  29  Deering  St.,  Portland  04101  (3) 

Minton,  Paul  R.,  131  Chadwick  St.,  Portland  04102  (3) 

Miragliuolo,  Leonard  G.,  10  Maple  St.,  Bangor  04401  (10) 

Mitchell,  Hazen  C.,  Calais  04619  (14) 

Mohlar,  Robert  G.,  Doctors  Park,  89  Hospital  St.,  Augusta  04330  (6) 

Monaghan,  Stephen  E.,  7 Bramhall  St.,  Portland  04102  (3) 

Monkhouse,  William  A.,  131  State  St.,  Portland  04101  (3) 

Monsivais,  Alfredo,  1 Western  Ave.,  Winthrop  04364  (6) 

Moore,  Beryl  M.,  High  St.,  Oxford  04270  (9) 

Moore,  Conner  M.,  372  Main  St.,  Saco  04072  (15) 

Moore,  Valentine  J.,  Thayer  Hospital,  Waterville  04901  (6) 

Morin,  Gerard  L.,  97  Campus  Ave.,  Lewiston  04240  (1) 

Morissette,  Russell  A.,  185  Webster  St.,  Lewiston  04240  (1) 

Morrison,  Alvin  A.,  9 Ricker  Park,  Apt.  2D,  Portland  04101  (3) 

Morrison,  Charles  C.,  Damariscotta  04543  (8) 

Morrison,  Robert  M.,  148  State  St.,  Portland  04101  (3) 

Morse,  Edward  K.,  22  White  St.,  Rockland  04841  (7) 

Morton,  George  L.,  180  Park  Ave.,  Portland  04102  (3) 

Mossman,  Philip,  489  State  St.,  Bangor  04401  (10) 

Morton,  Jeremy  R.,  321  Brackett  St.,  Portland  04102  (3) 

Moulton,  Albert  W.,  Jr.,  180  State  St.,  Portland  04101  (3) 

Moulton,  Albert  W.,  Sr.,  180  State  St.,  Portland  04101  (3) 

Moulton,  Gardner  N.,  5 Grove  St.,  Bangor  04401  (10) 

Moulton,  Marion  K.,  West  Newfield  04095  (15) 

Mulvihill,  John  G.,  9 Academy  St.,  South  Berwick  03908  (15) 

Munce,  Richard  T.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 


Mundie,  Perley  J.,  32  North  St.,  Calais  04619  (14) 

Murphy,  John  J.,  84  Portland  St.,  South  Berwick  03908  (15) 

Murray,  John  G.,  Jr.,  Blue  Hill  Mem.  Hosp.,  Blue  Hill  04614  (5) 

Murtaugh,  John  F.,  7 Palmer  St.,  Ext.,  Calais  04619  (14) 

Mutty,  Richard  J.,  Ill  Webster  St.,  Lewiston  04240  (1) 

Nackley,  George  N.,  1 School  St.,  Machias  04654  (14) 

Nadeau,  J.  Paul,  91  Pine  St.,  Lewiston  04240  (1) 

Nadeau,  Lawrence  A.,  41  Sherbrooke  Ave.,  Lewiston  04240  (1) 

Nangle,  Thomas  P.,  West  Paris  04289  (9) 

Nelson,  Bruce  D.,  103  State  St.,  Portland  04102  (3) 

Nelson,  Chesley  W.,  8 Nevers  Ave.,  Norway  04268  (9) 

Nelson,  Isaac,  Box  506,  Greenville  04441  (11) 

Nesin,  Bourcard,  21  Penobscot  Ave.,  Howland  04448  (10) 

Netland,  Anders  T.,  431  State  St.,  Bangor  04401  (10) 

Newcomb,  John  L.,  2 Alden  Circle,  Portland  04102  (3) 

Nicholas,  Eric  F.,  Mars  Hill  04758  (2) 

Nicholson,  Robert  H.,  Skowhegan  Prof.  Bldg.,  Skowhegan  04976  (12) 
Nickerson,  Norman  H.,  Greenville  04441  (11) 

Nielsen,  Odd  S.,  Box  1301,  Bangor  04401  (11) 

Nielson,  Iver,  135  Main  St.,  Skowhegan  04976  (12) 

Nieuwkerk,  Willem  F.,  Box  424,  Kennebunkport  04046  (15) 

Nikolaidis,  Demitrios,  Agias  Sophias  5,  Thessaloniki,  Greece  (6) 

Nolin,  Laurier  E.,  325A  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 

Norzow,  Alex  J.,  Parkview  Professional  Bldg..  Brunswick  04011  (8) 

Nuesse,  William  E.,  22  White  St.,  Rockland  04841  (7) 

O’Brien,  William  A.,  Arthur  R.  Gould  Mem.  Hosp.,  Presque  Isle  04769  (2) 
O’Callaghan,  Terence,  St.  Joseph  Hosp.,  Bangor  04401  (10) 

Ocana,  Emilio,  18  Lee  St.,  Lincoln  04457  (10) 

Oceretko,  Arkadij,  Gov.  King  Oak  Grove  Ave.,  Bath  04530  (8) 

O’Connor,  Francis  J.,  4 Woodlawn  St.,  Augusta  04330  (6) 

Oestrich,  Alfred,  25  Hartford  St.,  Rumford  04276  (9) 

Ohler,  Robert  L.,  Box  42,  Veterans  Adm.,  Togus  04330  (6) 

O’Kane,  Francis  R.,  200  Spruce  St.,  Millinocket  04462  (10) 

Olmsted,  Burton  L.,  73  Deering  St.,  Portland  04101  (3) 

Onat,  Mustafa  V.,  St.  George  04857  (7) 

Onion,  Daniel  K.,  R.F.D.  No.  3,  Farmington  04938  (4) 

Orbeton,  Everett  A.,  131  Chadwick  St.,  Portland  04102  (3) 

Ordway,  John  A.,  R.F.D.  No.  4,  Box  53,  Bangor  04401  (10) 

Osher,  Harold  L.,  131  Chadwick  St.,  Portland  04102  (3) 

Osier,  Jay  K.,  74  Birch  St.,  Bangor  04401  (10) 

O’Sullivan,  James  V.  I.,  10  High  St.,  Lewiston  04240  (1) 

O’Sullivan,  William  B.,  Box  645,  Biddeford  04005  (15) 

Ouellette,  Benoit,  1 James  St.,  Fort  Kent  04743  (2) 

Packard,  Andrew  B.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Page,  Lyman  A.,  372  Main  St.,  Saco  04072  (15) 

Page,  Rosario  A.,  Carrabassett  Valley,  Kingfield  04947  (2) 

Pai,  Pundalik  P.,  200  Somerset  St.,  Millinocket  04462  (10) 

Palmer,  Thomas  H.,  Jr.,  431  State  St.,  Bangor  04401  (10) 

Pandya,  Najib  M.,  7 Novella  St.,  Lewiston  04240  (1) 

Parisien,  Victor  M.,  416  Sabattus  St.,  Lewiston  04240  (1) 

Parrot,  Hadley,  431  State  St.,  Bangor  04401  (10) 

Parsons,  Alice  H.,  505  Westbrook  St.,  Apt.  2040,  South  Portland  04106  (3) 
Pasternak,  Irwin  M.,  230  French  St.,  Bangor  04401  (10) 

Patane,  Joseph  M.,  256  Alfred  St.,  Biddeford  04005  (15) 

Patch,  Richard  A.,  489  State  St.,  Bangor  04401  (10) 

Patten,  Roy  S.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Patterson,  James,  Apt.  10D,  45  Eastern  Prom..  Portland  04101  (3) 

Paulding,  Stephen  B.,  134  U.S.  Rt.  1,  Falmouth  04105  (3) 

Pawle,  Robert  H.,  251  U.  S.  Rt.  1,  Falmouth  04105  (3) 

Pearson,  John  J.,  100  So.  Main  St.,  Old  Town  04468  (10) 

Pease,  Horace  B.,  Maine  Coast  Mem.  Hosp.,  Ellsworth  04605  (5) 

Peddie,  Harry  M.  K.,  Doctors  Park,  89  Hosp.  St.,  Augusta  04330  (6) 
Pendleton,  Arthur  D.,  3 Green  St.,  Fort  Fairfield  04742  (2) 

Pennoyer,  Douglass  C.,  1 12  Vaughan  St.,  Portland  04102  (3) 

Penta,  Walter  E.,  316  Woodford  St.,  Portland  04103  (3) 

Perry,  Richard  L.,  47  N.  High  St..  Bridgton  04009  (15) 

Peterlein,  Walter  R.,  Jr.,  75  Main  St.,  Springvale  04083  (15) 

Petterson,  Herman  C.,  Chebeague  Island  04017  (3) 

Pfeiffer,  Paul  H.,  Cherry  Hill  Ter..  Waterville  04901  (6) 

Phelps,  Hugh  M.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Phelps,  Paulding,  180  Park  Ave.,  Portland  04102  (3) 

Philbrick,  Maurice  S., 

3349  N.  W.  32nd  Crt.,  Fort  Lauderdale,  Fla.  33309  (12) 

Phillips,  David  L.,  191  Lincoln  Ave.,  Rumford  04276  (9) 

Phillips,  Lewis  E.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Pines.  Philip,  Maine  St.,  Limestone  04750  (2) 

Pitman,  Jon  P.,  St.  Mary’s  Gen.  Hosp.,  Lewiston  04240  (1) 

Plimpton,  Jay  R.,  283  Water  St.,  Augusta  04330  (6) 

Pogue,  Jackson  S.,  529  Gilmore  Ave.,  Trafford,  Pa.  15085  (3) 

Poliner,  Irving  J.,  95  West  St.,  Portland  04102  (3) 

Polisner,  Saul  R.,  143  Vaughan  St.,  Portland  04102  (3) 

Porter,  Edward  C.,  489  State  St.,  Bangor  04401  (10) 

Porter,  Joseph  E.,  22  Bramhall  St.,  Portland  04102  (3) 

Potts,  Ronald  S.,  Central  Maine  Gen.  Hosp.,  Lewiston  04240  (1) 
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Poulin,  Albert  A.,  Cherry  Hill  Dr.,  Waterville  04901  (6) 

Poulin,  James  E.,  177  Main  St.,  Waterville  04901  (6) 

Powell,  Ralph  C.,  Damariscotta  04543  (8) 

Pratt,  Loring  W.,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Price.  Richard  D.,  R.F.D.  2,  Caribou  04736  (2) 

Proctor,  Thomas  E.,  Boothbay  Harbor  04538  (8) 

Proulx,  Harvey  J.,  185  Webster  St.,  Lewiston  04240  (1) 

Provost,  Pierre  E.,  157  Pine  St.,  Portland  04102  (3) 

Purinton,  William  A.,  St.  Joseph  Hosp.,  Bangor  04401  (10) 

Radcliffe,  Russell  V.,  297  Center  St.,  Bangor  04401  (10) 

Radomski,  Theodore  J.,  Augusta  Mental  Health  Ins.,  Augusta  04330  (6) 
Rainforth,  Douglas  W.,  27  June  St.,  Sanford  04073  (15) 

Rand,  Carleton  H.,  219  Oak  St.,  Lewiston  04240  (I) 

Rando,  Joseph  J.,  Ill  Webster  St.,  Lewiston  04240  (1) 

Ray,  Ferris  S.,  7 Bramhall  St..  Portland  04102  (3) 

Read,  Frank  W.,  9 Deering  St.,  Portland  04101  (3) 

Ready,  John  C.,  Pineland  Hospital  & Training  Ctr.,  Pownal  04069  (3) 
Reed,  David  G.,  7 Washington  St.,  Camden  04843  (7) 

Reed,  Howard  L.,  235  Madison  Ave.,  Skowhegan  04976  (12) 

Reed,  James  W.,  18  Main  St.,  Farmington  04938  (4) 

Reel,  John  J.,  59  So.  Front  St.,  Richmond  04357  (6) 

Reeves.  Edward  L.,  179  Sabattus  St.,  Lewiston  04240  (1) 

Reeves,  Helene  M.,  100  Locksley  Rd.,  Auburn  04210  (1) 

Reynolds.  Arthur  P.,  29  Second  St.,  Presque  Isle  04769  (2) 

Reynolds.  John  F.,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Reynolds,  Ralph  L.,  325  Kennedy  Mem.  Dr..  Waterville  04901  (6) 

Rice.  John  D.,  Jr.,  144  State  St.,  Portland  04101  (3) 

Richards,  A.  Dewey,  Bridgton  Family  Med.  Ctr.,  Bridgton  04009  (3) 
Richards.  Carl  E.,  27  June  St.,  Sanford  04073  (15) 

Richards,  Henry  H.,  32  Valley  Rd.,  Cape  Elizabeth  04107  (3) 

Richards,  Lee  W..  Jr..  89  Hospital  St.,  Augusta  04330  (6) 

Rideout,  Samuel,  Green  St.,  Fort  Fairfield  04742  (2) 

Robert,  Roger  J.  P.,  P.O.  Box  664,  Biddeford  04005  (15) 

Roberts,  Lloyd.  Knox  County  Gen.  Hosp..  Rockland  04841  (7) 

Robertson,  Donald  M.,  Box  188,  Milbridge  04658  (14) 

Robertson,  George  J.,  1370  Turnpike  St.,  North  Andover.  Mass.  01845  (6) 
Robinson,  Hugh  P.,  229  Vaughan  St.,  Portland  04102  (3) 

Rock,  Daniel  A.,  477  Main  St.,  Lewiston  04240  (1) 

Rodriguez,  Araminta  M.,  Milo  04463  (11) 

Rodriguez,  Jose  M.,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Rogers,  Albert  M.,  48  Gilman  St.,  Portland  04102  (3) 

Rohm,  Walter,  Augusta  State  Hosp.,  Augusta  04330  (6) 

Root,  John  A.,  22  White  St.,  Rockland  04841  (7) 

Rosenberg,  Robert  P..  129  Randolph  St..  Bangor  04401  (10) 

Rosenblatt,  Stanley  D.,  10  High  St.,  Lewiston  04240  (1) 

Rosenthall,  Louis  E.,  22  Bramhall  St.,  Portland  04102  (3) 

Ross,  Maurice,  372  Main  St.,  Saco  04072  (15) 

Roussin,  William  T.,  48  Bacon  St.,  Biddeford  04005  (15) 

Rowan,  Gilbert  R..  10  Oak  Grove  Ave.,  Bath  04530  (8) 

Rowe,  Linwood  M.,  Rumford  Com.  Hosp.,  Rumford  04276  (9) 

Royal,  Albert  P.,  Jr.,  82  Maine  Ave.,  Rumford  04276  (9) 

Rubins,  Nina  B.,  E.  A.  Center  Mem.  Clinic,  Steep  Falls  04085  (3) 

Rubins,  Talivaldis,  E.  A.  Center  Mem.  Clinic.  Steep  Falls  04085  (3) 
Russell.  Daniel  F.  D.,  Leeds  04263  (1) 

Russell.  Robert  F..  Castine  04421  (5) 

Russell.  eodore  M.,  Doctors  Park.  89  Hospital  St.,  Augusta  04330  (6) 
Ryan.  Rodney  P.,  Second  Ave.,  Woodland  04694  (14) 

Rynne,  Michael  V.,  2909  W.  Roscoe  St.,  Chicago,  111.  60618  (10) 

Sager.  George  F.,  7 Bramhall  St.,  Portland  04102  (3) 

Salvo,  Anthony  F.,  14  Cottage  St.,  E.  Boston,  Mass.  02128  (3) 

Samuelsen,  Thomas  W.,  Maine  Medical  Center,  Portland  04102  (3) 
Sandvoss.  Herman  G.,  Union  St.,  Kennebunkport  04046  (15) 

Sanfacon,  Philip  G.,  Middle  Rd.,  Colchester,  Vt.  05446  (2) 

Sanford,  Theodore  H.,  (P.A.),  97  Campus  Ave.,  Lewiston  04240  (1) 
Sangalang,  Manuel  G.,  20  Novella  St.,  Lewiston  04240  (1) 

Santoro,  Domenico  A.,  43  Deering  St..  Portland  04101  (3) 

Sanzenbacher,  Karl  E.,  325C  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 
Satir,  Ahmet,  Box  682,  Augusta  04330  (6) 

Saunders,  Norman  W.,  233  Vaughan  St.,  Portland  04102  (3) 

Saunders,  Sallie  H.,  R.F.D. , Camden  04843  (7) 

Savadove,  Robert  F.,  22  Bramhall  St.,  Portland  04102  (3) 

Sawyer,  Howard  P.,  Jr.,  22  Bramhall  St.,  Portland  04102  (3) 

Sbaschnig,  Robert  J.,  Central  Maine  Gen.  Hosp.,  Lewiston  04240  (1) 
Schall,  David  W.,  56  Baribeau  Dr.,  Brunswick  04011  (8) 

Schmidt,  Lorrimer  M.,  13  Elm  St.,  Augusta  04330  (6) 

Schnittke,  Sidney  M.,  Porter  Ave.,  W.,  Rumford  04276  (9) 

Schroder,  John  C.,  205  French  St.,  Bangor  04401  (10) 

Schumacher,  William  E.,  14  Westwood  Rd.,  MD  “B  ”,  Augusta  04330  (6) 
Scolten,  Adrian  H.,  Carolina  Village,  Hendersonville,  N.C.  28739  (3) 

Scott.  Arthur  M.,  Jr.,  37  Amherst  St.,  Biddeford  04005  (15) 

Sears,  Harold  G.,  Second  Ave.,  Woodland  04694  (14) 

Sebring,  Heatly  D.,  2 School  St.,  Waterville  04901  (6) 

Seligman,  Morris  J.,  Veterans  Adm.,  Togus  04330  (6) 

Selvage,  Irving  L.,  Jr.,  22  Bramhall  St.,  Portland  04102  (3) 

Senenky,  Joseph  P.,  Augusta  State  Hosp.,  Augusta  04330  (6) 


Sensenig,  David  M.,  431  State  St.,  Bangor  04401  (10) 

Serrage,  Elizabeth  G.,  87A  Ocean  St.,  Portland  04106  (3) 

Serrage,  John  C.,  229  Vaughan  St.,  Portland  04102  (3) 

Sewall,  Elmer  M.,  14  Park  St.,  Orono  04473  (10) 

Sewall,  Kenneth  W.,  2 School  St.,  Waterville  04901  (6) 

Shapero,  Benjamin  L.,  431  State  St.,  Bangor  04401  (10) 

Shapiro,  Morrill,  7 Bramhall  St..  Portland  04102  (3) 

Shaw,  G.  Patrick,  275  Main  St.,  Biddeford  04005  (15) 

Shaw,  George  B.,  27  Broadway,  Machias  04654  (14) 

Shaw,  John  H.,  131  Sewall  St.,  Augusta  04330  (6) 

Sheehan,  Terrance  J.,  Doctors  Park,  89  Hospital  St.,  Augusta  04330  (6) 
Shelton.  M.  Tieche,  21  Western  Ave.,  Augusta  04330  (6) 

Shelton,  Robert  L.,  21  Western  Ave.,  Augusta  04330  (6) 

Shems,  Albert,  313  Main  St.,  Lewiston  04240  (1) 

Sherman,  Fuller  G.,  Spruce  Pt.,  Boothbay  Harbor  04538  (8) 

Shields,  Daniel  R.,  10  High  St.,  Lewiston  04240  (1) 

Shields,  Thomas  F.,  416  Sabattus  St.,  Lewiston  04240  (1) 

Shrier,  Peter  R.,  87  Limerock  St.,  Rockland  04841  (7) 

Shubert,  Alice  J.,  125  Leighton  St.,  Bangor  04401  (10) 

Shubert,  William  M.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Shuman,  Michael  L.,  131  Chadwick  St.,  Portland  04102  (3) 

Shurman,  Hans,  10  Spring  St.,  Dexter  04930  (10) 

Siddiqui,  Saleem  A.,  154  High  St.,  Caribou  04736  (2) 
Sidwell-Thompson,  Doris  M. 

R.F.D.  Whittier  Rd.,  W.  Ossipee,  N.  H.  03890  (3) 

Sieling.  Walter  H.,  Jr.,  4 San  Soucie  Dr.,  Stuart,  Fla.  33494  (8) 
Sigafoos,  J.  Harvey,  Pleasant  Point  04563  (7) 

Silver,  Randall  H.,  Maine  Coast  Mem.  Hosp.,  Ellsworth  04605  (5) 
Simon,  Pedro  T.,  154  High  St.,  Caribou  04736  (2) 

Simpson,  Margaret  R.,  2 Sea  Bam  Rd.,  Cape  Elizabeth  04107  (6) 
Skillin,  Charles  E.,  Ill  Westcott  Rd.,  South  Portland  04106  (3) 

Sleeper,  Francis  H.,  3 Colony  Rd.,  Augusta  04330  (6) 

Small,  Foster  C.,  169  High  St.,  Belfast  04915  (13) 

Smith,  Arthur  M.,  489  State  St.,  Bangor  04401  (10) 

Smith,  Carroll  H.,  Delucchi  Dr.,  Apt.  417,  Reno,  Nev.  89502  (2) 
Smith.  Christopher  S.,  Box  232,  Farmington  04938  (4) 

Smith,  Edgar  J.,  1 Park  St.,  Fairfield  04937  (12) 

Smith,  Gerald  R.,  Box  237,  Naples  04055  (15) 

Smith,  Hugh  A.,  Eastern  Maine  Med.  Ctr.,  Bangor  04401  (10) 

Smith,  Jacob,  709  High  St.,  Bath  04530  (8) 

Smith,  James  O.,  118  Front  St.,  Bath  04530  (8) 

Smith,  Joseph  A.,  High  St.,  Camden  04843  (13) 

Smith.  Kenneth  E.,  Veterans  Adm.,  Togus  04330  (6) 

Smith,  Marshall  E.,  Pratt  Rd.,  Caribou  04736  (2) 

Smith,  Oney  P.,  Post  Rd.,  Wells  04090  (15) 

Sodhi,  Harbans  S.,  Stephens  Mem.  Hosp.,  Norway  04268  (9) 

Sokol,  Stephen  A.,  10  High  St.,  Lewiston  04240  (1) 

Somerville,  Gordon  W.,  165  Academy  St.,  Presque  Isle  04769  (2) 
Somerville,  Robert  B.,  45  Hillside  St.,  Presque  Isle  04769  (2) 

Sommer,  Robert  G.,  7 Bramhall  St.,  Portland  04102  (3) 

Soreff,  Stephen  M.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Southall,  Rogers  C.,  157  Pine  St.,  Portland  04102  (3) 

Spear,  William,  R.F.D.  No.  2,  Sabattus  04280  (1) 

Stanhope,  Charles  N.,  South  St.,  Dover-Foxcroft  04426  (11) 

Starks,  Pauline  G.,  Pemaquid  Point  04561  (8) 

Steele,  Charles  W.,  472  Main  St.,  Lewiston  04240  (1) 

Steeves,  John  H.,  Rt.  3,  Skowhegan  04976  (12) 

Stein,  Ernest  W.,  72  Main  St.,  Pittsfield  04967  (12) 

Stephenson,  Richard  B.,  Bldg.  1,  Rm.  118, 

National  Institutes  of  Health,  Bethesda,  Md.  20014  (3) 
Stevens,  Harold  W.,  369  Ferry  Rd.,  Saco  04072  (15) 

Stevens.  Theodore  M.,  148  State  St.,  Portland  04101  (3) 

Stewart,  Nancy  H.,  Hancock  St..  Bar  Harbor  04609  (5) 

Stewart,  Winston  G.,  Hancock  St.,  Bar  Harbor  04609  (5) 

Stimson,  Barbara  B.,  Star  Route  22-282,  Owl’s  Head  04854  (7) 
Stinchfield,  Allan  J.,  Box  343,  Augusta  04330  (6) 

Stitham,  Linus  J.,  50  Main  St.,  Dover-Foxcroft  04426  (11) 

Stocks,  Joseph  F.,  22  Bramhall  St.,  Portland  04102  (3) 

Stone,  Bryan,  21  Church  St.,  Calais  04619  (14) 

Stone,  Charles  H.,  Ill,  Box  498,  Greenville  04441  (11) 

Stong,  Frederick  V.,  Parkview  Professional  Bldg.,  Brunswick  04011  (8) 
Storer,  Daniel  P.,  108  Fessenden  St.,  Portland  04103  (3) 

Stott,  Nelson  W.,  Advocate  Harbor,  Nova  Scotia  BOM  IAO  (14) 
Stover,  John  H.,  201  Whipple  Rd.,  Kittery  03904  (15) 

Strach,  Toffield  B.  J.,  Station  A,  P.O.  Box  4133,  Portland  04101  (3) 
Stram,  Robert  A.,  6E.  Chestnut  St.,  Augusta  04330  (6) 

Strauss,  William  T.,  P.O.  Box  448,  Hampton,  N.H.  03842  (3) 

Striar,  Ronald  R.,  94  Essex  St.,  Bangor  04401  (10) 

Strickland,  Marian  L.,  Easy  St.,  Canaan  04924  (12) 

Stroud,  Geoffrey  A.,  65  Baribeau  Dr.,  Brunswick  0401 1 (3) 

Strout,  Warren  G.,  1 Fern  St.,  Bangor  04401  (10) 

Stucki,  Paul,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Stuart,  James  H.,  12  Hospital  St.,  York  03909  (15) 

Sturtevant,  Vaughn  R.,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Sube,  Janis,  108  Elm  St.,  Camden  04843  (7) 

Sullivan,  George  E.,  Seton  Hosp.,  Waterville  04901  (12) 

Sundaram,  Venkat  R.,  87A  Fish  St.,  Turner  04282  (1) 
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Suyama,  Eji,  58  W.  Main  St.,  Ellsworth  04605  (5) 

Swanson,  Ronald  A.,  Regional  Mem.  Hosp.,  Brunswick  04011  (8) 

Sweatt,  Linwood  A.,  48  Drummond  St.,  Auburn  04210  (1) 

Swengel,  Richard  M.,  477  Main  St.,  Lewiston  04240  (1) 

Swett,  AJfred  E.,  Hearthside,  RFD  2,  No.  Windham  04062  (3) 

Swett,  Carlton  E.,  P.O.  Box  507,  Skowhegan  04976 
Swett,  Clyde  I.,  18  Sherman  St.,  Island  Falls  04747  (2) 

Sy,  Vincente  L.,  Milford  Ave.,  Bingham  04920  (12) 

Sylvester,  Robert  A.,  103  State  St.,  Portland  04101  (3) 

Sylvester,  Stanley  B.,  Box  548,  Portland  04112  (3) 

Szelenyi,  Ernest,  Box  C,  Pownal  04069  (3) 

Szucs,  Murrill  M.,  Jr.,  325  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 

Tabachnick,  Henry  M.,  1 10  Park  Ave.,  Portland  04101  (3) 

Tai,  Tse-Wu,  RFD  No.  1,  South  Rumford  04276  (9) 

Takach,  Robert  J.,  325 A Kennedy  Dr.,  Waterville  04901  (6) 

Tao,  Zui  S.,  Main  St.,  Fort  Kent  04743  (2) 

Tardif,  Lionel  R.,  9 Campus  Ave.,  Lewiston  04240  (1) 

Taxiarchis,  Louis  N.,  R.F.D.  No.  1,  West  Buxton  04093  (3) 

Taylor,  H.  Lewis,  33  Church  St.,  Dexter  04930  (10) 

Taylor,  James  M.,  22  Bramhall  St.,  Portland  04102  (3) 

Taylor,  Paul  E.,  9 Wentworth  St.,  Kittery  03904  (15) 

Taylor,  Richard  C.,  Redington-Fairview  Gen.  Hosp.,  Skowhegan  04976  (12) 
Taylor,  Richard  W.,  St.  Mary’s  Gen.  Hosp.,  Lewiston  04240  (1) 

Taylor,  William  F.,  134  U.S.  Route  1,  Falmouth  04105  (3) 

Tchao,  Jou  S.,  181  Russell  St.,  Lewiston  04240  (1) 

Telfeian,  Alphonse,  92  West  St.,  Portland  04102  (3) 

Temple,  George  L.,  Fahey  St.,  Belfast  04915  (13) 

Tetreau,  William  J.,  Ill  Westcott  Rd.,  South  Portland  04106  (3) 

Thacher,  Henry  C.,  8 Gloucester  St.,  Apt.  9,  Boston,  Mass.  021 15  (1) 
Thegen,  W.  Edward,  Elm  St.,  Bucksport  04416  (5) 

Thomas,  Philip  B.,  1 Fern  St.,  Bangor  04401  (10) 

Thompson,  Edward  C.,  7 Green  St.,  Presque  Isle  04742  (2) 

Thompson,  Philip  P.,  Jr.,  131  Chadwick  St.,  Portland  04102  (3) 

Thurber,  Charles  F.,  Maine  Medical  Ctr. , Portland  04102  (3) 

Tibbetts,  Otis  B.,  181  Gamage  Ave.,  Auburn  04210  (1) 

Tibbetts,  Otis  P.,  Central  Maine  Gen.  Hosp.,  Lewiston  04240  (1) 

Timothy,  Robert  P.,  229  Vaughan  St.,  Portland  04102  (3) 

Tiongson,  Antonio  C.,  29  Malo  St.,  Lewiston  04240  (1) 

Tiongson,  Cornelia  M.,  185  Webster  St.,  Lewiston  04240  (1) 

Tobin,  H.  Wayne,  Thayer  Hospital,  Waterville  04901  (6) 

Torres,  Rudolfo  B.,  Redington-Fairview  Hosp.,  Skowhegan  04976  (12) 
Torrey,  Raymond  L.,  R.F.D.  No.  1,  Belfast  04915  (13) 

Tounge,  Harry  G.,  Jr.,  12  Union  St.,  Camden  04843  (7) 

Tousignant,  Camille,  1 1 1 Pine  St.,  Lewiston  04240  (1) 

Towne,  Charles  E.,  18  Common  St.,  Waterville  04901  (6) 

Towne,  John  W.,  325C  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 

Tracy,  Mary  J.,  Nido  de  Aguila,  Puestadel  Sol, 

Rte.  4,  Santa  Fe,  N.M.  87501  (8) 

Trask,  Henry  M.,  24  Hersey  St.,  Portland  04103  (3) 

Trembly,  Bruce,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Trowbridge,  Mason,  Jr.,  77  Broadway,  Bangor  04401  (10) 

True,  Robert  M.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Tsao,  Wu-Ming,  Veterans  Adm.,  Togus  04330  (6) 

Turcotte,  Guy  N.,  7 Bramhall  St.,  Portland  04102  (3) 

Turcotte,  Richard  W.,  95  Campus  Ave.,  Lewiston  04240  (1) 

Turgeon,  Raphael  F.,  367  Main  St.,  Westbrook  04092  (3) 

Turner,  Fennell  P.,  Veterans  Adm.  Ctr.,  Togus  04330  (6) 

Turner,  Harland  G.,  Box  38,  Norridgewock  04957  (12) 

Turville,  Charles  S.,  Box  E,  Alfred  04002  (15) 

Twadelle,  Frank  W.,  345  Water  St.,  Gardiner  04345  (6) 

Tyler,  J.  Wayne,  222  Pine  St.,  Lewiston  04240  (1) 

Tyson,  Dudley  B.,  91  Grove  St.,  Bangor  04401  (10) 

Urjanis,  Janis,  710  Cannons  Lane,  Louisville,  Ky.  40206  (3) 

Vachon,  Robert  D.,  27  June  St.,  Sanford  04073  (15) 

Van  Deventer,  Wilhelm  H.  J., 

R.F.D.  3,  Mere  Point  Rd.,  Brunswick  0401 1 (3) 
vanHoogenhuize,  William  H.,  Houlton  Reg.  Hosp., 

45  School  St.,  Houlton  04730  (2) 

Van  Lonkhuyzen,  Maurice,  131  State  St.,  Portland  04101  (3) 

Van  Pelt,  John  C.,  50  Union  St.,  Ellsworth  04605  (5) 

Veilleux,  Lucien  F.,  325  Kennedy  Dr.,  Waterville  04901  (6) 

Vickers,  Martyn  A.,  268  State  St.,  Bangor  04401  (10) 

Viger,  Leopold  A.,  10  Amherst  St.,  Biddeford  04005  (15) 

Vigue,  Robert  W.,  122  Main  St.,  Sanford  04073  (15) 


Viles,  Wallace  E.,  Turner  04282  (1) 

Villandry,  Philip  J.,  22  Bramhall  St.,  Portland  04102  (3) 

Vincze,  Imre  E.,  336  Mt.  Hope  Ave.,  Bangor  04401  (10) 

Voss,  Carlyle  B.,  22  Bramhall  St.,  Portland  04102  (3) 

Vydas,  Joseph,  Bangor  State  Hosp.,  Bangor  04401  (10) 

Wadsworth,  Richard  C.,  489  State  St.,  Bangor  04401  (10) 

Wagner,  Samuel  L.,  2 Holmes  St.,  Winterport  04496  (10) 

Wakana,  Minoru,  33  Lyndon  St.,  Caribou  04736  (2) 

Wakefield,  Robert  D.,  St.  Mary’s  Hosp.,  Lewiston  04240  (1) 

Walker,  Douglass  W.,  Maine  Medical  Ctr.,  Portland  04102  (3) 

Walsh,  Andrew  C.,  144  State  St.,  Portland  04101  (3) 

Ward,  John  V.,  8 Waites  Landing  Rd.,  Falmouth  Foreside  04105  (3) 
Ward,  William  W.,  Box  646,  Rockland  04841  (7) 

Ware,  Roland  G.,  Jr.,  22  Bramhall  St.,  Portland  04102  (3) 

Warren,  Henry  S.,  Derby  Rd.,  Islesboro  04848  (7) 

Wasgatt,  Wesley  N.,  41  Talbot  Ave.,  Rockland  04841  (7) 

Watanabe,  Tatsuo,  325  Kennedy  Mem.  Dr.,  Waterville  04901  (6) 
Waterman,  Dorothy,  Waldoboro  04572  (7) 

Waterman,  Richard,  Waldoboro  04572  (7) 

Watt,  Thomas  L.,  316  State  St.,  Bangor  04401  (10) 

Weaver,  Donald  J.,  121  Main  St.,  Thomaston  04861  (7) 

Weaver,  Michael  L.,  10  Water  St.,  Brunswick  0401 1 (3) 

Webber,  Isaac  M.,  29  Deering  St.,  Portland  04101  (3) 

Webber,  John  R.,  6 Northport  Ave.,  Belfast  04915  (13) 

Webber,  Peter  B.,  233  Vaughan  St.,  Portland  04102  (3) 

Webber,  Wedgwood  P.,  460  Main  St.,  Lewiston  04240  (1) 

Weisz,  Hans,  17  Sunrise  Ter.,  Orono  04473  (10) 

Wheelwright,  Henry  J.,  Augusta  Gen.  Hosp.,  Augusta  04330  (6) 

White,  Chester  W.,  Jr.,  22  Bramhall  St.,  Portland  04102  (3) 

White,  Henry  O.,  22  White  St.,  Rockland  04841  (7) 

White,  Leland  M.,  18  Pleasant  St.,  Caribou  04736  (2) 

White,  Richard  L.,  7 Bramhall  St.,  Portland  04102  (3) 

White,  William  J.,  1 Mitchell  Rd.,  South  Portland  04106  (3) 

Whitney,  Philip  G.,  233  Vaughan  St.,  Portland  04102  (3) 

Whittier,  Alice  A.  S.,  143  Neal  St.,  Portland  04102  (3) 

Wickenden,  John  W.,  22  White  St.,  Rockland  04841  (7) 

Wight,  Donald  G.,  30  Mitchell  Rd.,  South  Portland  04106  (3) 

Wilbur,  Herbert  T.,  Jr.,  100  Main  St.,  Southwest  Harbor  04679  (5) 
Wilder,  William  D.,  Box  2146,  Augusta  04330  (6) 

Wilkis,  Joseph  L.,  260  Western  Ave.,  South  Portland  04106  (3) 

Wilson,  Donald  W.,  52  Gilman  St.,  Portland  04102  (3) 

Wilson,  William  S.,  263  State  St.,  Bangor  04401  (10) 

Williams,  Edward  P.,  72  Main  St.,  Houlton  04730  (2) 

Williams,  James  A.,  39  Pleasant  St.,  Mechanic  Falls  04256  (1) 
Williams,  Thomas  W.,  22  White  St.,  Rockland  04841  (7) 

Williamson,  Elizabeth  E.,  Blue  Hill  04614  (5) 

Williamson,  Russell  G.,  Blue  Hill  Mem.  Hosp.,  Blue  Hill  04614  (5) 
Wilson,  G.  Ivan,  48  Court  St.,  Houlton  04730  (2) 

Wilson,  Robert  D.,  Mt.  Desert  Island  Hosp.,  Bar  Harbor  04609  (5) 
Wilson,  Robert  W.,  Box  962,  Jefferson  04348  (6) 

Wilson,  William  S.,  Ill  State  St.,  Bangor  04401  (10) 

Winchenbach,  Francis  A.,  910  Washington  St.,  Bath  04530  (8) 
Winkelbauer,  Rudolf  G.,  62  Baribeau  Dr.,  Brunswick  04011  (3) 

Wise,  Joe  R , Jr.,  1 Fern  St.,  Bangor  04401  (10) 

Wolf,  Kenneth  P.,  181  Russell  St.,  Lewiston  04240  (1) 

Wood,  George  W.,  Ill,  263  State  St.,  Bangor  04401  (10) 

Woodcock,  John  A.,  109  State  St.,  Bangor  04401  (10) 

Woodruff,  Alan  F.,  16  Summer  St.,  Rockland  04841  (7) 

Worthing,  Verla  E.,  Box  A.,  Thomaston  04861  (7) 

Wren,  James  C.,  Veterans  Adm.  Ctr.,  Togus  04330  (6) 

Wright,  Herbert  J.  Jr.,  45  Golder  St.,  Lewiston  04240  (1) 

Wyman,  David  S.,  233  Vaughan  St.,  Portland  04102  (3) 

Wyman,  Edwin  T.,  Harvard  Club  of  Boston,  374  Commonwealth  Ave., 
Boston,  Mass.  02215 

Yaghmai,  Madjid,  Cary  Mem.  Hosp.,  Caribou  04736  (2) 

Yap,  Victor,  18  Garden  Circle,  Caribou  04736  (2) 

York,  Elihu,  62  Baribeau  Dr.,  Brunswick  0401 1 (8) 

Young,  E.  Stanley,  Poland  Spring  04274  (1) 

Young,  John,  Paradise  Rd..  Bethel  04217  (9) 

Young,  William  J.,  Mercy  Hosp.,  Portland  04101  (3) 

Zanca,  Ralph,  405  Center  St.,  Auburn  04210  (1) 

Zemer,  John,  49  Deering  St.,  Portland  04101  (3) 

Zolov,  Benjamin,  296  Congress  St.,  Portland  04101  (3) 

Zorick,  Frank  J.,  489  State  St.,  Bangor  04401  (10) 
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PAST  PRESIDENTS 

Maine  Medical  Association 


“Isaac  Lincoln,  M.D.,  Brunswick 
“James  McKeen,  M.D.,  Topsham 
“Charles  Millett,  M.D.,  Lewiston 
“Joseph  H.  Estabrook,  M.D.,  Camden 
*Hosea  Rich,  M.D.,  Bangor 
“Gilman  Daveis,  M.D.,  Portland 
*J.  C.  Bradbury,  M.D.,  Old  Town 
*H.  H.  Hill,  M.D.,  Augusta 
*T.  G.  Stockbridge,  M.D.,  Bath 
*H.  M.  Harlow,  M.D.,  Augusta 
* Alonzo  Garcelon,  M.D.,  Lewiston 
“J.  T.  Gilman,  M.D.,  Portland 
*N.  P.  Monroe,  M.D.,  Belfast 
*Amos  Nourse,  M.D.,  Bath 
*S.  H.  Tewksbury,  M.D.,  Portland 
“Cyrus  Briggs,  M.D.,  Augusta 
*1.  T.  Dana,  M.D.,  Portland 
*D.  McRuer,  M.D.,  Bangor 
*B.  F.  Buxton,  M.D.,  Warren 
*A.  J.  Fuller,  M.D.,  Bath 
“A.  P.  Snow,  M.D.,  Winthrop 
“A.  F.  Page,  M.D.,  Bucksport 
*Thomas  H.  Brown,  M.D.,  Paris 
*J.  H.  Bates,  M.D.,  Yarmouth 
*E.  F.  Sanger,  M.D.,  Bangor 
*T.  H.  Jewett,  M.D.,  South  Berwick 
*M.  C.  Wedgwood,  M.D.,  Lewiston 
*S.  C.  Gordon,  M.D.,  Portland 
*William  Warren  Greene,  M.D.,  Portland 
“A.  K.  P.  Meserve,  M.D.,  Buxton 
“George  E.  Brickett,  M.D.,  Augusta 
“Oren  A.  Horr,  M.D.,  Lewiston 
“Thomas  A.  Foster,  M.D.,  Portland 
*Sumner  Laughton,  M.D.,  Bangor 
“J.  B.  Walker,  M.D.,  Thomaston 
“Frederick  C.  Thayer,  M.D.,  Waterville 
““Stephen  H.  Weeks,  M.D.,  Portland 
““Benjamin  F.  Sturgis,  M.D..  Auburn 
““Samuel  B.  Hunter,  M.D.,  Machias 
““Edwin  M.  Fuller,  M.D.,  Bath 
““Alfred  Mitchell,  M.D.,  Brunswick 
““John  A.  Donovan,  M.D.,  Lewiston 
*W.  P.  Giddings,  M.D.,  Gardiner 
““Lewis  W.  Pendleton,  M.D.,  Portland 
*D.  A.  Robinson,  M.D.,  Bangor 
“Wallace  K.  Oakes,  M.D.,  Auburn 
“Charles  O.  Hunt,  M.D.,  Portland 
“Bigelow  T.  Sanborn,  M.D.,  Augusta 
“Edward  H.  Hill,  M.D.,  Lewiston 
“Frederic  H.  Gerrish,  M.D.,  Portland 
“Hiram  Hunt,  M.D.,  Greenville 
“Augustus  S.  Thayer,  M.D.,  Portland 
*F.  L.  Dixon,  M.D.,  Lewiston 
“Randall  D.  Bibber,  M.D.,  Bath 
*C.  E.  Williams,  M.D.,  Auburn 
*B.  B.  Foster,  M.D.,  Portland 
“Alfred  D.  Sawyer,  M.D.,  Fort  Fairfield 
“Galen  M.  Woodcock,  M.D.,  Bangor 
*E.  H.  Bennett,  M.D.,  Lubec 
“Stanley  P.  Warren,  M.D.,  Portland 
“Ralph  H.  Marsh,  M.D.,  Guilford 
*W.  C.  Peters,  M.D.,  Bangor 
*H.  L.  Bartlett,  M.D.,  Norway 
“Erastus  E.  Holt,  M.D.,  Portland 


April-June,  1853 
1853-1854 
18-54-1855 

1855- 1856 

1856- 1857 

1857- 1858 

1858- 1859 

1859- 1860 

1860- 1961 

1861- 1862 

1862- 1863 

1863- 1864 

1864- 1865 

1865- 1866 

1866- 1867 

1867- 1868 

1868- 1869 

1869- 1870 

1870- 1871 

1871- 1872 

1872- 1873 

1873- 1874 

1874- 1875 

1875- 1876 

1876- 1877 

1877- 1878 

1878- 1879 

1879- 1880 

1880- 1881 
1881-1882 

1882- 1883 

1883- 1884 

1884- 1885 

1885- 1886 

1886- 1887 

1887- 1888 

1888- 1889 

1889- 1890 

1890- 1891 

1891- 1892 

1892- 1893 

1893- 1894 

1894- 1895 

1895- 1896 

1896- 1897 

1897- 1898 

1898- 1899 

1899- 1900 

1900- 1901 

1901- 1902 

1902- 1903 

1903- 1904 

1904- 1905 

1905- 1906 

1906- 1907 

1907- 1908 

1908- 1909 

1909- 1910 

1910- 191 1 

1911- 1912 

1912- 1913 

1913- 1914 

1914- 1915 

1915- 1916 


*W.  F.  Hart,  M.D.,  Camden 
“James  A.  Spalding,  M.D.,  Portland 
“George  H.  Coombs,  M.D.,  Waldoboro 
*H.  B.  Mason,  M.D.,  Calais 
“Theodore  E.  Hardy,  M.D.,  Waterville 
“Addison  S.  Thayer,  M.D.,  Portland 
*L.  T.  Snipe,  M.D.,  Bath 
*C.  A.  Moulton,  M.D.,  Hartland 
*F.  W.  Mann,  M.D.,  Houlton 
*J.  D.  Phillips,  M.D.,  Southwest  Harbor 
*L.  P.  Gerrish,  M.D.,  Lisbon  Falls 
“Herbert  F.  Twitchell,  M.D..  Portland 
“Frank  Y.  Gilbert,  M.D.,  Portland 
“Delbert  M.  Stewart,  M.D.,  South  Paris 
“Charles  B.  Sylvester,  M.D.,  Portland 
“Ernest  V.  Call,  M.D.,  Lewiston 
*E.  Delmont  Merrill,  M.D.,  Dover-Foxcroft 
“Warren  E.  Kershner,  M.D.,  Bath 
“Edwin  W.  Gehring,  M.D.,  Portland 
“John  L.  Johnson,  M.D.,  Bangor 
“Frederick  T.  Hill,  M.D.,  Waterville 
“Ralph  W.  Wakefield,  M.D.,  Bar  Harbor 
Willard  H.  Bunker,  M.D.,  York  Harbor 
“George  L.  Pratt,  M.D.,  Fairfield 
“Thomas  A.  Foster,  M.D.,  Portland 
*P.  L.  B.  Ebbett,  M.D.,  Houlton 
“Carl  H.  Stevens,  M.D.,  Belfast 
“Oscar  F.  Larson,  M.D..  Machias 
*R.  V.  N,  Bliss,  M.D.,  Blue  Hill 
“Adam  P.  Leighton,  M.D.,  Portland 
“John  O.  Piper,  M.D.,  Waterville 
“Stephen  A.  Cobb,  M.D.,  Sanford 
“Forrest  B.  Ames,  M.D.,  Bangor 
Ralph  A.  Goodwin,  Sr.,  M.D.,  Auburn 
Foster  C.  Small,  M.D.,  Belfast 
*C.  Harold  Jameson,  M.D.,  Rockland 
“Eugene  H.  Drake,  M.D.,  Portland 
Norman  H.  Nickerson,  M.D..  Greenville 


1916- 1917 

1917- 1918 

1918- 1919 

1919- 1920 

1920- 1921 

1921- 1922 

1922- 1923 

1923- 1924 

1924- 1925 

1925- 1926 

1926- 1927 

1927- 1928 

1928- 1929 

1929- 1930 

1930- 1931 

1931- 1932 

1932- 1933 

1933- 1934 

1934- 1935 

1935- 1936 

1936- 1937 

1937- 1938 

1938- 1939 

1939- 1940 

1940- 1941 

1941- 1942 

1942- 1943 

1943- 1944 

1944- 1945 

1945- 1946 

1946- 1947 

1947- 1948 

1948- 1949 

1949- 1950 

1950- 1951 

1951- 1952 

1952- 1953 

1953- 1954 


“Robert  W.  Belknap,  M.D.,  Damariscotta 

June- August  1954  (Died  in  Office) 
“William  F.  Mahaney,  M.D.,  Saco  1954-1955 

Martyn  A.  Vickers,  M.D.,  Bangor  1955-1956 

“Armand  Albert,  M.D.,  Van  Buren  1956-1957 

Francis  A.  Winchenbach,  M.D.,  Bath  1957-1958 

“Eugene  E.  O'Donnell,  M.D.,  Portland  1958-1959 

“Allan  Woodcock,  M.D.,  Bangor  1959-1960 

“Wilson  H.  McWethy.  M.D.,  Augusta 

June  1960-February  1961  (Died  in  Office) 
Carl  E.  Richards,  M.D..  Sanford  February  1961-June  1961 

James  A.  MacDougall,  M.D.,  Rumford  1961-1962 

“Ralph  C.  Stuart,  M.D.,  Guilford  1962-1963 

Ernest  W.  Stein,  M.D..  Pittsfield  1963-1964 

Thomas  A.  Martin,  Sr.,  M.D.,  Portland  1964-1965 

John  F.  Dougherty,  M.D.,  Bath  1965-1966 

George  E.  Sullivan,  M.D.,  Waterville  1966-1967 

Paul  S.  Hill,  Jr.,  M.D.,  Saco  1967-1968 

Asa  C.  Adams,  M.D.,  Orono  1968-1969 

Charles  F.  Branch,  M.D.,  Auburn  1969-1970 

Charles  R.  Glassmire.  M.D.,  Portland  1970-1971 

Linus  J.  Stitham,  M.D..  Dover-Foxcroft  1971-1972 

George  W.  Wood,  III,  M.D.,  Brewer  1972-1973 

Paul  A.  Fichtner,  M.D.,  Bath  1973-1974 


“Deceased 


Honorary  Member 

Esther  M.  Kennard.  Gray 


Disruptive  anxiety  usually  meets  its  match  here. 


• Often  effective  when  reassurance  and  counseling  are  insufficient. 

• Three  dosage  strengths  to  meet  most  therapeutic  needs. 


Before  prescribing,  please  consult  complete 
product  information,  a summary  of  which 
follows: 

Indications:  Relief  of  anxiety  and  tension 
occurring  alone  or  accompanying  various 
disease  states. 

Contraindications:  Patients  with  known 
hypersensitivity  to  the  drug. 

Warnings:  Caution  patients  about  possible 
combined  effects  with  alcohol  and  other  CNS 
depressants.  As  with  all  CNS-acting  drugs, 
caution  patients  against  hazardous  occupa- 
tions requiring  complete  mental  alertness 
(e.g.,  operating  machinery,  driving).  Though 
physical  and  psychological  dependence  have 
rarely  been  reported  on  recommended  doses, 
use  caution  in  administering  to  addiction- 
prone  individuals  or  those  who  might  increase 
dosage;  withdrawal  symptoms  (including 
convulsions),  following  discontinuation  of  the 
drug  and  similar  to  those  seen  with  barbitu- 
rates, have  been  reported.  Use  of  any  drug  in 
pregnancy,  lactation,  or  in  women  of  child- 
bearing age  requires  that  its  potential  benefits 
be  weighed  against  its  possible  hazards. 

Precautions: 

oral  In  the  elderly  and  debilitated  and  in 
children  over  six,  limit  to  smallest  effective 
dosage  (initially  10  mg  or  less  per  day)  to 
preclude  ataxia  or  oversedation,  increasing 
gradually  as  needed  and  tolerated.  Not  recom- 
mended in  children  under  six. 

injectable:  Keep  patients  under  observa- 
tion, preferably  in  bed,  up  to  three  hours  after 
initial  injection;  forbid  ambulatory  patients  to 
operate  vehicle  following  injection;  do  not 
administer  to  patients  in  shock  or  comatose 
states;  use  reduced  dosage  (usually  25  to  50 
mg)  for  the  elderly  or  debilitated  and  for 
children  age  twelve  or  older. 

oral  and  injectable:  Though  generally 
not  recommended,  if  combination  therapy 
with  other  psychotropics  seems  indicated, 
carefully  consider  individual  pharmacologic 
effects,  particularly  in  use  of  potentiating 
compounds  such  as  MAO  inhibitors  and 
phenothiazines.  Observe  usual  precautions  in 
presence  of  impaired  renal  or  hepatic  func- 
tion. Paradoxical  reactions  (e.g.,  excitement, 
stimulation  and  acute  rage)  have  been 
reported  in  psychiatric  patients  and  hyper- 
active aggressive  children.  Employ  usual 


precautions  in  treatment  of  anxiety  states 
with  evidence  of  impending  depression; 
suicidal  tendencies  may  be  present  and  pro- 
tective measures  necessary.  Variable  effects 
on  blood  coagulation  have  been  reported  very 
rarely  in  patients  receiving  the  drug  and  oral 
anticoagulants;  causal  relationship  has  not 
been  established  clinically. 

Adverse  Reactions:  Drowsiness,  ataxia  and 
confusion  may  occur,  especially  in  the  elderly 
and  debilitated.  These  are  reversible  in  most 
instances  by  proper  dosage  adjustment,  but 
are  also  occasionally  observed  at  the  lower 
dosage  ranges.  In  a few  instances  syncope 
has  been  reported.  Also  encountered  are 
isolated  instances  of  skin  eruptions,  edema, 
minor  menstrual  irregularities,  nausea  and 
constipation,  extrapyramidal  symptoms, 
increased  and  decreased  libido— all  infrequent 
and  generally  controlled  with  dosage  reduc- 


tion; changes  in  EEG  patterns  (low-voltage 
fast  activity)  may  appear  during  and  after 
treatment;  blood  dyscrasias  (including  agran- 
ulocytosis), jaundice  and  hepatic  dysfunction 
have  been  reported  occasionally,  making 
periodic  blood  counts  and  liver  function  tests 
advisable  during  protracted  therapy. 

With  the  injectable  form,  isolated  instances 
of  hypotension,  tachycardia  and  blurred  vision 
have  been  reported;  also  hypotension  asso- 
ciated with  spinal  anesthesia,  and  pain 
following  I.M.  injection. 

Usual  Daily  Dosage:  Individualize  for  maxi- 
mum beneficial  effects.  Oral:  Adults:  Mild  and 
moderate  anxiety  and  tension,  5 or  10  mg 
t.i.d.  or  q.i.d.;  severe  states,  20  or  25  mg  t.i.d. 
or  q.i.d.  Geriatric  patients:  5 mg  b.i.d.  to  q.i.d. 
(See  Precautions.) 

For  Parenteral  Administration:  Should  be 
individualized  according  to  diagnosis  and 
response.  While  300  mg  may  be  given  during 
a 6-hour  period,  do  not  exceed  this  dose  in 
any  24-hour  period.  To  control  acute  condi- 
tions rapidly,  the  usual  initial  adult  dose  is 
50  to  100  mg  I.M.  or  I.V.  Subsequent  treat- 
ment, if  necessary,  may  be  given  orally. 

(See  Precautions.) 

Supplied: 

Oral:  Librium?  (chlordiazepoxide  HCI) 
Capsules— 5 mg,  10  mg,  25  mg— bottles  of  100 
and  500;  Tel-E-Dose®  packages  of  100;  Pre- 
scription Paks  of  50,  available  singly  and  in 
trays  of  10. 

Libritabs®  (chlordiazepoxide)  Tablets— 

5 mg,  10  mg  and  25  mg— bottles  of  100  and 
500. 

Injectable:  Librium®  (chlordiazepoxide 
HCI)  Ampuls— Duplex  package  consisting  of 
a 5-ml  dry-filled  ampul  containing  100  mg 
chlordiazepoxide  HCI  in  dry  crystalline  form, 
and  a 2-ml  ampul  of  Special  Intramuscular 
Diluent  (for  I.M.  administration).  Before  pre- 
paring solution  for  I.M.  or  I.V.  administration, 
please  consult  package  insert  for  instructions 
on  preparation  and  administration  of  solu- 
tions. Boxes  of  10. 


Roche  Laboratories 

Division  of  Hoffmann-La  Roche  Inc. 

Nutley,  New  Jersey  07110 


Librium 

(chlordiazepoxide  HCI) 

5mg,10mgf 

25  mg  capsules 


Please  see  following  page. 


Disruptive  anxiety  usually  meets  its  match  here. 


<^BOCHE^> 

Librium 

(chlordiazepoxide  HC1) 

5 mg,  10  mg, 

25  mg  capsules 


Please  see  preceding  page  for  summary  of  product  information. 
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psychoneurotic 

anxiety 


Associated 

depressive 

symptoms 


Before  prescribing,  please  consult  com- 
plete product  information,  a summary  of 
which  follows: 

Indications:  Tension  and  anxiety  states; 
somatic  complaints  which  are  concomi- 
tants of  emotional  factors;  psychoneurotic 
states  manifested  by  tension,  anxiety,  ap- 
prehension, fatigue,  depressive  symptoms 
or  agitation;  symptomatic  relief  of  acute 
agitation,  tremor,  delirium  tremens  and 
hallucinosis  due  to  acute  alcohol  with- 
drawal; adjunctively  in  skeletal  muscle 
spasm  due  to  reflex  spasm  to  local  pathol- 
ogy, spasticity  caused  by  upper  motor 


neuron  disorders,  athetosis,  stiff-man  syn- 
drome, convulsive  disorders  (not  for  sole 
therapy). 

Contraindicated:  Known  hypersensitivity 
to  the  drug.  Children  under  6 months  of 
age.  Acute  narrow  angle  glaucoma;  may 
be  used  in  patients  with  open  angle  glau- 
coma who  are  receiving  appropriate 
therapy. 

Warnings:  Not  of  value  in  psychotic  pa- 
tients. Caution  against  hazardous  occupa- 
tions requiring  complete  mental  alertness. 
When  used  adjunctively  in  convulsive  dis- 


orders, possibility  of  increase  in  frequency 
and/or  severity  of  grand  mal  seizures  may 
require  increased  dosage  of  standard  anti- 
convulsant medication;  abrupt  withdrawal 
may  be  associated  with  temporary  in- 
crease in  frequency  and/or  severity  of 
seizures.  Advise  against  simultaneous  in- 
gestion of  alcohol  and  other  CNS  depres- 
sants. Withdrawal  symptoms  (similar  to 
those  with  barbiturates  and  alcohol)  have 
occurred  following  abrupt  discontinuance 
(convulsions,  tremor,  abdominal  and  mus- 
cle cramps,  vomiting  and  sweating).  Keep 
addiction-prone  individuals  under  careful 


PERFORMANCE. 
ITS  A MATTER  OF 
RECORD. 


• an  unsurpassed  record  validated  in  several  thousand 
clinical  papers 

• rarely  interferes  with  mental  acuity 

• wide  margin  of  safety 


Before  prescribing,  please  consult 
complete  product  information,  a summary 
of  which  follows: 


Indications:  Relief  of  anxiety  and  tension 
occurring  alone  or  accompanying  various 
disease  states. 

Contraindications:  Patients  with  known 
hypersensitivity  to  the  drug. 

Warnings:  Caution  patients  about  possible 
combined  effects  with  alcohol  and  other 
CNS  depressants.  As  with  all  CNS-acting 
drugs,  caution  patients  against  hazardous 


occupations  requiring  complete  mental 
alertness  (e  g.,  operating  machinery,  driv- 
ing). Though  physical  and  psychological 
dependence  have  rarely  been  reported  on 
recommended  doses,  use  caution  in  ad- 
ministering to  addiction-prone  individuals 
or  those  who  might  increase  dosage;  with- 
drawal symptoms  (including  convulsions), 
following  discontinuation  of  the  drug  and 
similar  to  those  seen  with  barbiturates, 
have  been  reported.  Use  of  any  drug  in 
pregnancy,  lactation  or  in  women  of  child- 
bearing age  requires  that  its  potential 
benefits  be  weighed  against  its  possible 
hazards. 

Precautions:  In  the  elderly  and  debilitated, 
and  in  children  over  six,  limit  to  smallest 
effective  dosage  (initially  10  mg  or  less  per 
day)  to  preclude  ataxia  or  oversedation, 
increasing  gradually  as  needed  and  tol- 
erated. Not  recommended  in  children 
under  six.  Though  generally  not  recom- 
mended, if  combination  therapy  with  other 
psychotropics  seems  indicated,  carefully 
consider  ipdividual  pharmacologic  effects, 
particularly  in  use  of  potentiating  drugs 
such  as  MAO  inhibitors  and  phenothia- 
zines  Observe  usual  precautions  in  pres- 
ence of  impaired  renal  or  hepatic  function 
Paradoxical  reactions  (e  g.,  excitement, 
stimulation  and  acute  rage)  have  been 
reported  in  psychiatric  patients  and  hy- 
peractive aggressive  children.  Employ 
usual  precautions  in  treatment  of  anxiety 
states  with  evidence  of  impending  depres- 
sion; suicidal  tendencies  may  be  present 
and  protective  measures  necessary.  Vari- 
able effects  on  blood  coagulation  have 
been  reported  very  rarely  in  patients  re- 
ceiving the  drug  and  oral  anticoagulants; 
causal  relationship  has  not  been  estab- 
lished clinically. 


Adverse  Reactions:  Drowsiness,  ataxia 
and  confusion  may  occur,  especially  in  the 
elderly  and  debilitated.  These  are  revers- 
ible in  most  instances  by  proper  dosage 
adjustment,  but  are  also  occasionally  ob- 
served at  the  lower  dosage  ranges.  In  a 
few  instances  syncope  has  been  reported. 
Also  encountered  are  isolated  instances  of 
skin  eruptions,  edema,  minor  menstrual 
irregularities,  nausea  and  constipation, 
extrapyramidal  symptoms,  increased  and 
decreased  libido— all  infrequent  and  gen- 
erally controlled  with  dosage  reduction; 
changes  in  EEG  patterns  (low-voltage  fast 
activity)  may  appear  during  and  after  treat- 
ment; blood  dyscrasias  (including  agranu- 
locytosis), jaundice  and  hepatic  dysfunction 
have  been  reported  occasionally,  making 
periodic  blood  counts  and  liver  function 
tests  advisable  during  protracted  therapy. 
Usual  Daily  Dosage:  Individualize  for 
maximum  beneficial  effects.  Oral— Adults: 
Mild  and  moderate  anxiety  and  tension, 

5 to  10  mg  t.i.d.  or  q.i.d.:  severe  states,  20 
or  25  mg  t.i.d.  or  q.i.d.  Geriatric  patients: 

5 mg  b.i.d.  to  q.i.d.  (See  Precautions.) 
Supplied:  Librium®  (ch  lord  lazepoxideHCI) 
Capsules,  5 mg,  10  mg  and  25  mg  — bottles 
of  100  and  500;  Tel-E-Dose®  packages  of 
100,  available  in  trays  of  4 reverse-num- 
bered boxes  of  25,  and  in  boxes  contain- 
ing 10  strips  of  10;  Prescription  Paks 
of  50,  available  singly  and  in  trays  of  10. 
Libritabs®  (chlordiazepoxide)  Tablets, 

5 mg,  10  mg  and  25  mg  — bottles  of  100  and 
500.  With  respect  to  clinical  activity,  cap- 
sules and  tablets  are  indistinguishable. 


Roche  Laboratories 

Division  of  Hoffmann-La  Roche  Inc. 

Nutley,  New  Jersey  07110 


LIBRIUM  = 


chlordiazepoxide  HCI/Roche 
5 mg,  10  mg,  25  mg  capsules 


WHILE  VOU  BJMINATE 


FOR  THE  PAIN 

□ Early  relief  of  painful  symptoms  such  as  burning 
and  pain  associated  with  urgency  and  frequency. 

FOR  THE  PATHOGENS 

□ Effective  control  of  susceptible  pathogens 

such  as  E.  coli,  Klebsiella-Aerobacter,  Staph,  au- 


reus, Proteus  mirabilis  and,  less  frequently,  Proteus 
vulgaris. 

Appropriate  antibacterial  therapy:  Up  to  3 

days  therapy  with  Azo  Gantrisin  4 to  6 tablets  Stat., 
then  2 tablets  q.i.d.\  then  1 1 days  with  Gantrisin 
(sulfisoxazole)  may  be  considered. 


(50  mg  phenazopyridine  HCI  and  0.5  Gm  sulfisoxazole) 


Before  prescribing,  please  consult  complete 
product  information,  a summary  of  which 
follows. 

Indications:  In  adults,  urinary  tract  infections 
complicated  by  pain  (primarily  cystitis,  pyelitis 
and  pyelonephritis)  due  to  susceptible  organ- 
isms (usually  E coh,  Klebsiella-Aerobacter, 
Staphylococcus  aureus,  Proteus  mirabilis,  and, 
less  frequently,  Proteus  vulgaris)  in  the  absence 
of  obstructive  uropalhy  or  foreign  bodies. 
Important  Note:  Carefully  coordinate  in  vitro 
sulfonamide  sensitivity  tests  with  bacteriologic 
and  clinical  response.  Add  ammobenzoic  acid 
to  culture  media  for  patients  already  taking  sul- 
fonamides. Increasing  frequency  of  resistant 
organisms  currently  is  a limitation  of  the  useful- 
ness ol  antibacterial  agents  including  the  sul- 
fonamides. Blood  levels  should  be  measured  in 
patients  receiving  sulfonamides  for  serious 
infections,  since  there  may  be  wide  variations 
with  identical  doses,  12  to  15  mg/100  ml  is 
considered  optimal  for  serious  infections;  20  mg/ 
100  ml  should  be  the  maximum  lotal  sulfon- 
amide level,  as  adverse  reactions  occur  more 
frequently  above  this  level. 

Contraindications:  Childn 
fonamide  hypersensitivity,  pregnancy  at  term 
and  during  nursing  period.  Contraindicated  in 
glomerulonephritis,  severe  hepatitis,  uremia,  and 
pyelonephritis  of  piegnancy  wilh  gastrointestinal 
disturbances,  because  of  phenazopyridine  HCI 
component. 


Warnings:  Safe  use  in  pregnancy  has  not  been 
established  Teratogenicity  potential  has  not 
been  thoroughly  investigated  Deaths  from  hy- 
persensitivity reactions,  agranulocytosis,  aplastic 
anemia  and  other  blood  dyscrasias  have  been 
reported;  clinical  signs  such  as  sore  throat,  fever, 
pallor,  purpura  or  jaundice  may  be  early  indica- 
tions of  serious  blood  disorders.  Complete  blood 
counts  and  urinalysis  with  careful  microscopic 
examination  should  be  performed  frequently 
during  sulfonamide  therapy. 

Precautions:  Use  with  caution  in  patients  with 
impaired  renal  or  hepatic  function,  severe  allergy, 
bronchial  asthma  and  in  glucose-6-phosphate 
dehydrogenase-deficient  Individuals.  In  the  lat- 
ter, hemolysis  may  occur.  Maintain  adequate 
fluid  intake  to  prevent  crystalluria  and  stone 
formation. 

Adverse  Reactions:  Blood  dyscrasias  Agranu 
locytosis,  aplastic  anemia,  thrombocytopenia, 
leukopenia,  hemolytic  anemia,  purpura,  hypo- 
prothrombinemia  and  methemoglobinemia. 
Allergic  reactions:  Erythema  multiforme 
(Stevens-Johnson  syndrome),  skin  eruptions, 
epidermal  necrolysis,  urticaria,  serum  sickness, 
pruritus,  exfoliative  dermatitis,  anaphylactoid 
reactions,  periorbital  edema,  conjunctival  and 
scleral  injection,  photosensitization,  arthralgia 
and  allergic  myocarditis.  Gastrointestinal  reac- 
tions: Nausea,  emesis,  abdominal  pains,  hepa- 
titis, diarrhea,  anorexia,  pancreatitis  and 
stomatitis.  C.N.S.  reactions:  Headache,  periph- 


eral neuritis,  mental  depression,  convulsions, 
ataxia,  hallucinations,  tinnitus,  vertigo  and  in- 
somnia. Miscellaneous  reactions:  Drug  fever, 
chills,  toxic  nephrosis  with  oliguria  and  anuria, 
polyarteritis  nodosa  and  L E phenomenon.  Due 
to  certain  chemical  similarities  with  some  goitro- 
gens,  diuretics  (acetazolamide  and  thiazides) 
and  oral  hypoglycemic  agents,  sulfonamides 
have  caused  rare  instances  of  goiter  production, 
diuresis  and  hypoglycemia.  Cross-sensitivity 
with  these  agents  may  exist 
Dosage:  Usual  adult  dosage  for  acute,  painful 
phase  of  urinary  tract  infections  is  4 to  6 tablets 
initially,  then  2 tablets  four  times  daily  for  up  to 
3 days.  If  pain  persisls,  causes  other  than  infec- 
tion should  be  sought.  After  relief  of  pain  has 
been  obtained,  continued  treatment  of  the  infec- 
tion with  Gantrisin  (sulfisoxazole)  may  be  con- 
sidered. 

Note:  Patients  should  be  told  that  the  orange- 
red  dye  (phenazopyridine  HCI)  will  color  the 
urine  soon  after  ingestion 

How  Supplied:  1 

sulfisoxazole  and  50  mg  phenazopyridine  HCI 
—bottles  of  100  and  500. 
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